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of Multiple factors via. ago# mskim$ hypm^mmton 
and tofp@rlipld«i* w Biot also ploys * vital ml® 
in its causation* IWifiettion of diet baa loA to 
pmgmmUM or rogroaaioa of a®s«OK>l«roti® Xosiona 
is savers! Mporiaontal isodols (John at al* 19B25* 
However individual msposiit to fei#s. cholostowX fat 
cbalUnis varies mmmmmiAw but rmmim eonataat 
ter m individual over a long period of tint (Kingsbury 

K*J* I960)* 

I w ports ass of basal fasting cholesterol 
1 W el In celmUtlag an Ijrtttviduel risfe fee coronary 
artery dims# Has perhaps be*® ever asiphaataed* 

Owr mm than forty percent of ymm patiasita of 
documented £W> d® not *woal raised fasting cholesterol 
1<fyt l (Orogory s* #t al* 1983), yot they have reap*®* 
a ther ogenou* vas»a!«r involveswsat* What is "tea 
otehoalaa of atheroaalereaia in mil « ^ 




Tbm it jpm 8» logical* tot pout prandial 
rtapon m ef m iMiwMml to high ctoolestflvol fat 
load may mm appropriately b@ related t© bis risk 
©1 developing attexoseleroais in fitter©* Little 
tea beta done in ©etebliObiag a eoxrelation bettfc* 
post prandial rt«pons« of an Individual and risk ©f 
atherogeneal*. Sven differ®®! poet persailsl reaponaes 

after cholesterol fat lost have net fceeo etoiwi f» 

■ : 

depth* Proper €#fiaatios ©f thee© wap®»»®s Mi | 

■ ; 

correct interpretation $m p# top® he to first ■■; 

«»d©r step foreulefion of eholesterel toleranee 

testa ' ; I 

Wil'P W|| ,j; 

FmiMi tfnrt la «hta tt wrt to M *r 

.mnl after writer. (AltarlrJt and Men 1**, Hi MM*. 

' 1 

i954) all ©wr “fee ea*M haw bora* little fruits* : 

pri marily because e*«h ©f toe esieiastsA eenai total 
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lew! before tm hours* 


to Modification of IDL receptors % 
dessph Goldstein, its role in control of serua 
cholesterol isatabelisa* Sum ©hanged whole of to 
scenario* Cholesterol bow no *©r» resaolns such a 
tort *ibsttxa*s as thought before, .in fact diaappeitwfieit 
©f tetoveiams roll® active cholesterol within 20 
ssiouta of infection frost to vascular cospartaent* 
reflect® it* high ipswic state with to tins®* 
ctelaetertl* Perhaps this dyassie equlllbriuBj Is 
achieved by to presence of U>L receptor aad yet undaflaad 
boraondl ar neurogenic refleaes affecting thorn 
receptor** 


At already stated# there is mxsteua totvMu&X 
variability t& responses after cholesterol fat feeding* 




Slum prolong ftodlag is mt ptMftlMftX* 
m % mm seal* fw #ei*e®;teg purpose* so m 
dteMed to study stoats in. teas! lipoprotein 
profile after ingestion of single high ttN&MftaMl 
load if* mmsl ji aaaaai Hwnaan Toiuntssrii 
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REVIEW OF LITERATURE 


ta«K»» studies I mm iaplieated mitered 
lewis of plasma llpeprotien* la the pathogenesis 
of atherosclerosis. & particular, olowtoi lew 
density lipoprotein (LDL) an& a dtelniatied high density 
lipoprotein CHDL) cholesterol levels appear to bo 
strong risk footers for the dewlopaent of other®®* 
elorosis* 

Research of tho last two decadea has revealed 
a rather tmplm sot of event® that eomtrol plasm 
lipoprotein level* Specific proteins haw® boon ij^Xioatefi 
ia the regulation of lipoprotein syathasia* Baside 
this assy nor® factors like ago* see, cigarette snaking, 
obesity* hypertension* dietary habits nS sedentary 
Ufa style exart their InflMenoe on lipoprotein low 1# 
and development of atbe»is®l©r®gis is their mm way* 

Many of the risk factors are rwwrstme hot influence 
of age* mx md genetic factors are Irreversible* 

Athereeeleresls is easeatially a degenerative 
pmmm assooiateft «MH sdhwwiac yaar»» aaUsly affecting 


1 1 5 
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the lesion of etberesclartifsig to start with is a 
ffttty streak* this lesion &m fee found to aadority 
of Children ef 10 years of age* Second stage in 
edvenctof a&horoaetorosto is ft fibrous plaque and 
an finally it gives way to advanced lesion* 




Effect ©f lcn« tern and abort tens f eeding 
ef diet rich In cholesterol evokes variable responses 
is subject to IMlviduel variation* Dietary fat 
cholesterol causes changes to specific lipoprotein 
i variety of epeciesCMahley «t al 9 irorm R*C* et «!)* 
Quantitatively^ a change to specific lipoprotein say 
he dramatic to one species tows to another* these 
changes have been associated with the development of 
atherooetoroais to models Cilfthley et al)» 

Considering effect of diet on individual lipoprotein 
fractions* 


m 1956 AaeeliBRyst *•** Andersen a* ad 
ConotodeA that ooroa cholesterol UvA to essentially 



to m mmliwt report, Bruha to 19*0 ofeaemd 
& 105$ rim la mmm. «ho Uitml level after a fat 
loud. Effect of M# cfeolesteml fat lootf on foot 
prandial 1 cholesterol levels baa also boon #tudi«d 
la tbe past % several workers, but toalgBifioattt 
dlf t mmm baa Men found between post prandial 
iM 10 to 14 bra* fasting value (Altelxtk and Man 
1956, Peraeraaae at ®X. 1994, Schilling at al. 1964)* 

All these aortsara Hieml pMa cholesterol values 
up to 24 few* after a taat neat* On the ot her tend 
Nikkito iM toattiisae in 196* deaenetreted a aipsifiasnst 
dee®*©®#® in eb@lest®r©l level ate tears altar a fat 
diet in healthy aeHfars* 


Hme Krantse, Hater Sreot to 0et* 1907 
reported iaadeaificaait efemage® to total mrm 
cholesterol after feeding 0.5 of eheleatarel 

and taking reading® at t hourly interval far 14 tea. 


to adeXeaaeai® with initial otelasteral levela 
greater ttet 100 ng/dl, a 50 paraent decrees* in eheleaterel 
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Intake lad to m appreciable top (15*6$) In choles- 
terol levels, hut the effect was Mach wore ecdest 
i&*3%) In these wife lower Initial level® (H*C. Sunday 
et m* 1972)* 

In eaet her large mxemj of school children, 
there was as positive correlation between the lew 
(80-130 ag/dl), the taterstdiai® (137 to 1® ag/dl> 
eM the hljfei (194 to 426 ag/dl) Cholesterol levels, 
with the aeen icily intake of energy, anger, fat, 
saturated fat and cholesterol (WeldMn et el* 1978)* 
However, in 7 different oldies suanarised recently, 
sipiificantly weak, correlations were noted between 
m lipids and dietary P/3 ratio {Bellies end 
Glueck 1983). 

T«» a siirvnr #f miaai »«»* childre n eoenlning the 
infixes®# of nutrients m MB* cholesterol, it was 
concluded that the higher intake of stoliitaei and 
. lower ratio of P/S w» associate with M#*er vain® 
of m dheleetapal* strict vegetarians here been repftrt®^ 
having lower mri cholesterol bn lactcvagetiiriens 
and inanwip^eriaM (Sack® F.M. ct al, 1973, tatim 
d.f. et el, 1992) • 



Textured vegetable prolate* lowarad total 
a«*M oholaatarol la byparcholastarolaaic aub^aeta 
with a® changt or a dllg&l t alavatioa «f Jte HDL 
ebolastarol, no or only nlaor changas have 

fcaan obiimd in »»olipM«i4o sub^aota (Slrtorl 
C*R. at al» # 196$) • 

Th« mptmmmt of aniaal pro tela mdtfe 
vagatabla protein la tho diet has b#« suggested 
to reduce tho dlat linked atherogenic risk (Carroll 
K,K. 1§8t), 

Houevar, Sacks F # H* at ml* 1985 found ao 
appriciabla correlation between total intaka of 
prolate, item ©casusied above slateas requixeaaat 
and iirai cholesterol level* 





ailfc Ms decreased P/S ratio of fatty ©©Ms 
©oapam 4 to foratil*** la a report dealing with 
‘©©ding Mbits m& serum lipids In infant® and 


cMMreig there was a direct correlation between 
serua lipids and the mmmt of saturated fat as well 
it® P/S ratio in infants aged 6 to IQ ®anth f but no 
such oorrolAtion vat found in .>4 jmrm ©M ©hfldrea# 
Eie typo and duration of early feeding practices 
ted little influence os subsequent serum lipid MU 
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intake diarlug second 6 smith of lift {Glueck 1972)# 


High danaity lipoprotein are Xipid-prot«dba 
©eespl®»s defiant by flotation is th« ultra centrifuge 
between density 1,063 and 1*21 m P«* ®1» by tb# 
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LViglycerldes are mamllf lees then 4 percent# She I 

Vktclo a& cholesterol to triglyceride in i&L my ] 

simi vMo fluctuations with i acreage heiug ©hiitrred 
mltmt dietary cholesterol guppleee&tatlo& (Histry • 

F» et al#* 197?) end dmrmm being found la patients j 

with hyper 1^iglycerid«*ia (Weisweiler P. et el*, 19??)* 
ureaie (Brunssll J#D. et el* 9 1977)* end Xaeheale 
heart disease (Carlson L* A. et el* 1979)# 

the hulk of HDL mss apt ears to arise from 
the interaction of precussor particle raaeent HDL 
secreted by the liver and intestines# with lipids 
end protein during the oatabellwt ©f 

triglyceride rich lipoprotein* A portion of HDL 
also arises frost transfer and uptake of lipids* 
particularly free cholesterol free cell wmW&m* 

mum mmsm m mm a mm 

(•) F»etor« 

In east pepaletiea It has hems demonstrated 
that wmm have higher levels of HE. then son at 
all ages fottMflaf piiheriy# SmgmmB m&mgm 
mSmimiMtmMm lowers HDL levels la aon (hima, 

R*H. #t el* f 191?)* 1 drop in 191 level seen ia 
mass at around the Mm of puberty (Beegtehola 
tt el,# ISM) tea heea related to the degree of 
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miaml mtvmttm. (Frerioh R.R. at tl M 19TB 


TtmmimX increase in HDL- have te reported 
mt or tm&r the tin© of ovulation* (Barclay M* ot al# f 
1965). Ho changes ia HDL cholesterol have boon found 
during pregnancy (Linmmen P.J. #t &1«, 1980). 


SImkpo also exist a str oag gen e tic i aH utaot 
in disease states* Beductd levels of HDL cholesterol 
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BBL~e tram clb&ldhood to mtoat 60 years* after which 
bo age affect ia apparent (Heiss ft al* # 1980)# 



. MDL levels are lower in ©fees® fa&lvldueX than 
in non oheae esntrols (Wilson D*E* et al# f 1 972* 
Carlson t#A # et al», 1975 and OiueOk C.J. et id*)# 
During the course of weigh loss, an Imarmm in HDD 
cholesterol coneontration has been mp®rt%& to ooear 
in association with reduction in VLDL and total 
triglyceride concentration (Wilson D*g* st al# f 1972). 
But in other studies HDL cholesterol showed either 
m change or a reduction (Widbela K» at al«* 1978# 
Th i ng am P*D«» 1979* Howard S*V«» 1979). 
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«a found with caloric r#s triction is the shssncs 
a? exercise (Weltasn et sl», 1980), 


Alcohol ingestion has been reported, to raise 
levels of HDL B,0* et »X*, 1974, Self mg# 
•t el #t 1977)* But the results of Gluek C.J, et al* f 
1990 were coatradictorv to the above etateownt* 



Diet is to Important modulator of the synthesis, 


L levels In cholesterol fed lets* 





H*A # BOrayan 1971 dmorntmted that HDL 2 
decreased drastically about 5CK its rats fad with 
high cholesterol diet, Thmm results confirmed 
tba earlier observation of Reiser it al #f 1966 
that rat mrm HDL level was deer@c«ed Irrespective 
of whether a saturated or uaaaturated fat was need 
in tfaa diet suppleoented with cholesterol* la short 
tow feeding stu&Usj, wM reduced in dietary 
fat and isocalori© increes® in carbohydrate recited 
i» decrease in HDL cholesterol in conduction with 
elevation of mrm triglyceride and fUDL* studies 
of HDL ccspositios hare shown a decrease in rati© of 
•peMpepretela to A*II and a decrease in HDL 
cheleiter©! to protein rati© (Sehoafedd et al* f 1976 ) 
©onsistent with a selective decrease in HDLg species 
CBlura et al, t 197 ?). 

There is evidence that substitution of large 
quantities ©f saturated fat fer saturated fat 

in diet mn result is lower levels ©f HDL lipids and 
proteins (Hlchestan et al*. If 6?)# An increase to the 
FtS fet rati© from 0.2511 to Ail in food diet fed t© 
four Boreal subjects for five weeks resulted in red- 
uetion of ML cholesterol and epdlpepreteia* A**I 
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concentration of 33 and SI percent respectively, vtt2i 

Ca ' oeiated reiiur - tio * 1 te “ V ®** ratl0 «*•*«•* 

•t al. f 1978). Other studies heve however reported 
cither co change (Lewis 1979* Shore at el,, 1991) 
or increase (Jackson and Glueck, 19®) In levels of 
KDL cholesterol with fedlag of diets enriched in 
Folyunsatuceted fats* Hi^i dietary intake et cholesterol, 
in the fens of three to six egg yelk per day, has 
been reported to produce increase in apoULpoprot ein 
E» containing HD3> aub species in human (Mahley at a!*# 



mUe ia gmocatod toy tbt degradation ma& 
rmmm 1 of triflyc®rM® twm oavy low density lipoprotein. 
(VIM*) to the plaitti tbtSr density 1® fa the mg® 
of 1*019-1.063 and thsy sentaia apoprotein B 10O * More 
than 75 porooot of tha total cholesterol present 
fa the pltMA ii in tt» f«*» of U«-e* 








demonstrated by Arora R,C* and Gupt® Gulab «t al, 
in 1f37. They found out that rise of total oamai 
cholesterol after feeding fei^ fat# high cholesterol 
breakfast for one week wm ouch mm pronounced, in 
young (20-30 p») volunteers with »Jor portion of 
rise being contributed by Increased HDL, Coatrarory, 
in older age person the rise of total saw cholesterol 

was less narked with U>L-c contributing mainly in 
the increased levels, 

H#F# Baudot et el* destoagtr&ted teat# there 

was significant fall in level of WL in five volunteer* 
3 hours and 5 hours often taking butter diet. They 
attributed tela fall due to defect in FUEL hydrolysis 
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hf sewn lipasti im due to metabolic blocking In 
Hw ©r adipesa tissue* 


induced t large Wt are capable of atlsulating 
cholccteryl aaterit leatlon and aectandatlott In 
raooth au#c!t ©ells to a greater extent than are 

*t # ©<%# 


An additional alteration is the LDL, Induced 
by the high cholesterol diet# Involve the apoprotein 
eonstlttiasits* M nmal U)L V Hie B**p©prei©4ii im 
the wmd&r detectable apoprotein aalety* fe««®r is 
several facias the 101 ecmtaln a variable aaotmt 
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sitowa to mprms WL rscsptcr in rabbits ( Goldstein 

1932)# XJDL receptors cats be stimulated by thyroxin* 
(aospson G.E* 1981) and by pharaaoologic doses of 
estrogen (Winter, E*B*f, 1980), Hepatic WL receptor# 
decline When rabbits are fed a diet composed only of 
sucrose and casein (Chao Y # S. «t si** 1982). In doge* 
hepatic receptors fall with ageing (Mahley R.W, at al»» 
1981 ). 


All ©i the changes 1» receptor activity alter 
the rata of uptake of IBL by the liver and cause 
reciprocal changes in plasma U)L levels* 'Whenever 
hepatic LDL receptors are oppressed* the plasma 
IDL level rises f conversely t whenever these receptors 



* » : 


ft» level of serm triglyceride (810} riots 
©oasl&trably after fat ingestion* Rise in the tri<* 


Clef sky et tt* y in 1975 noted a Mphoaio 
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then cat®#, wherea mmmSmrf peak represent# A rim in 
very low density (VLDL) M to 88^* 

la 195? siicbard J. Havel concluded that increment 
in the concentration of trif&ycerideB la the aeru*» 
following iagestloa of fat Is entirly the result of 
an increase la their concentration in ViDL. 

access production of VIDL eng triglyceride 
is mm often due to secondary abmimalities then 
to primary f«etors t perhaps the most is 

high caloric intake associated with obesity, faces® 
alcohol and excess carbohydrate* Increased levels ®r® 
also found in diabetes aellitua, nephrotic ayndroee 
and bypothyroldlao with obesity* Delayed clearance 
of triglyceride free the sense is noted in cases of 
Ischaaie heart diet©*# after high fat diet (Arors 
R.C. et al. f 1967 , Dewid ?*, Brown *t al«, 1961). 




A ^eea^alCh AstfaflSteMite, . ffiSjl . gu Ail ’MS™ Jt inririk.. ^ 

AJUNF S8ft iflflllll wldXU JMUP » Afll AMI MPB 

m*±ier ansa scrsiej, t«um so* c®n^®*» imne one a® seer© jl * 
Both of these characteristics inpsrt atherogsnia 
potential to V1BL reeeents. 



laboratories for oariiom soalar &lmmm 
sat certain individual respond to ht#i fat* 
itarol diet by producing lipoproteins afaiofe 


Of *TlTTO . L I; 


fhe Bata WML mf occur transiently a® Minor eonpoments 
of Vqq hunen plMMM fraction® after diets high. in fat 
iM cholesterol art consumed* and my cans® mpm tad 
efeolesteral deposition in calls in the arterial wall 
aver the years* The Beta VWL, either chylomicron 
rwwints or hepatic Xipopreieiii aay represent the 
atherogenic particle postulate several years ago by 
lilveraoit. This alteration in the lipoprotein fraction 
may represent the m»t significant diet induced ohangaa 
in lipoprotein predisposing to accelerated atherosclerosis* 




tinft 



sublets, The explanation put forward for decreased 
levels of triglyceride after ecercise la that working 
muscles directly utilise triglycerides for energy 
X^roduction* 

ChylOBicroa® are large lipoprotein particle 
containing dietary triglyceride sad cholesterol. 

They are vehicle of lipid tmaiport in exogenous 
pathway. There chylomicrons are secreted into the 
intestinal lysph and pass into the general circulation 
for transport to the capillaries of adipose tissue 
and skeletal muscle where they are acted upon by 
lipoprotein lipase liberating fret fatty acids and 
ids. The rese&ining per 'tide deprived of 

wWstfafkw .d&kll i fMei #f a p# mm jtf jfe . jet- - tern*. *3$ ***** Sa fa.. a M as* ttlii ilftfflhfi M l ftnlh 

XlJrXj^ywwFdtCI* Xfi wMnMM H|1 iS||«I§RI wltXwl 

is rich in ehelestsryl eater. This remnant travels 
to th# liver* steel 's it is ‘token up by chylomicron 
remnant receptor and setoboliaad. 

Different fat# give rise to specific type of 
chylomicrons. Triolein gives large distinctive spher- 
ical chylomicrons while those mm after tristearin 
are creasy and vary in shape and are eoaparitively 
mmllw 
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Chylomicrons ft re r&pidily cleered from the 
p lMsae. iM normally are not present after m overnight 
feat. The detection of these particles In fasting 
please is always abnormal and may indicate presence 
of other hyper lipideeias. 

The simplest method to detect chylomicron in 
poet prandial state is ®erm&l&g in the cold** Increased 
levels of chylomicron in the plmmm mmy he found is 
cases of genetic defect involving the enayre* Lipoprotein 
lipase and in familial tmm of bypertriglycerM«ii»* 

ATsmosamosis i a post prandial fhehombmw 

She possibility of ntheroeeleroele being a 
post prandial phenomenon was first proposed by 
Zilvcreait in t$73* He hypeteeiaed that chylomicron 
remnant or Beta VLDL nay occur transiently as mlmr 
components of the hmrnn pi asm fractions after diet 
high in fat and cholesterol is ©orm»*t* And this 
may cause repeated cholesterol deposition in cells 
in the arterial wall over the jmm t while the fasting 
cholesterol level my remain aetssal during the life 
tine* 




SlmWA *XC is a rfok factor for ooronory 
fctsrfc dicatsa* At th* M of 220 ag/dl tba tnoltaMMi 

#1 ?l©f l @SlSry Iftllf \%m&) %M Mi^Tiy wf© xojui 

a® ooapiirod to level of 180/41 {%mmm% ot «1* # 1971)* 
Similarly patient with proved eomaary tsaarl {CAB) 

ClSJMMMMI U&V# mmAm&%mwmA 

eoneontration thee gatieot without CAB {Colin at si., 
1977 ). 






m to mitt her TO L i® direct operative factor la 
producing CAD, or it is the association of Increased 
LBi or decreased HDL level which are causative 
CBIlheiaer 19725* 


IBLmt which constitutes about 73 percent of 
the total eeruK cholesterol is sore specifically 
associated with CAB than is total cholesterol* It 
has h$m known for wmy year® that the reduction 
of elevated LBL in other primate specie® la followed 
by regression of arteriosclerotic lesion® in coronary 
arteries in large vessel (St elair 1983) • We have 
now conclusive evidence In hunans that reducing 
elevated LBL ebalaefeerel will reduce the incidence 
of clinical event® attributable to coronary 
sclerosis (the lipid research clinic® coronary 
prevention trial results, 1984), 


gr*ftt*r than total ehotostorsX (Cordon «t al*» 1977 )* 
-aci* 1 C ml /41 cbang® in MOL 4 L@l# 3 tarol oo&emiiruttoaa 
is antfoototed with altorotion to em^tovascutor 
risk (iiransik®, *t al* # 1984 )* 

Sub clause® of KDL cm bo fractionofi by 
tonal ultra centrifugation and toclud® HDL« fund 
HDLj, Asseng thta* subgroup HSi^ appoaro to Maw to® 
strongest invars® relationship with CAD and accounts 
for different l«v*la of HSU# between asm end worn#® 
(Gofman at el* # 19545 * lb® possible Moelwiton by 
which KDL cholesterol docraasos atb«roscX®rosto 
tooliad®, 

1 * Itoversal of eh*l«at®r®l transport fro® th® 
peripheral e®llo to th® llvar for rrnmml 
trm to® My (MUlor and Millar 1975). 

S. Inhibition of LDL cholesterol uptake by 
cells at to® LDL receptor sit#®, 

m Mil, IB. . 

Th® ooncept of tot/eholoaterel Mon am toot 
to not «ntir»Xy aw. to 1907 anaftnn, oftor giving ft 
tot load studied to* qpentltatlvft lip to «ba»pMi In 
for® of ehylmiemn oount after ft tot Into* 
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Introduction of revolutionised the 

«tudy of lipid aetabolists. Brekowlts in 19&3 pointed 
out that radio active fat tolerance la a hotter 
index for determining the functional state of lipid 
metabolism* 

Zilvoraait ot al* t 1979 brought forward the 
rim that atherosclerosis say bo a post prandial 
phenomenon with chylomicron and VLDL rmmMa of 
post prandial pirns# contributing to tho development 


krom 


total cholesterol often a heavy fat cholesterol lead* 
but found significant difference in triglyceride 
levels* 



to 54$ for three week® (Horllck, 1957) 


Xa m intorpopulation study* m difference has 
boon roportod in the fat tolerance of thro# different 
comunitiea %dso ecmaune 17*45 and 60# r##p#ctiv*ly of 
thftir total calories as fat (Sotiehler and Bronte- 
Steward 1961)* 


Compoaitlon of th# t#at seal also plays a 
important role* In hunan beings* glucose on® tour aM 
toll an tour before as well as one and a toll tow 
after a fat Mai reduced or ®mn ©lialnated the 
itraa triglyceride rise (Albrink and Man 1956} • 
Glucose addition to 131 I«*lab#lXed triolein caused 
a flatter triglyceride mrm aa eoopered to ingestion 
of tho latter only (Berkowit* ®t al*» 1959)* The 
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'.-.‘here is also evidence that m Increase to hepatic 
fat synthesis say be Important to the reduction of 
tlie serum FFA level® {Slioeather «t ®l* t 1950)# 



*•&! result® to higher level® of serum triglyceride® 
in 'toe poet prandial period* 



(a) Aae 






la a mm llluetratlve wort b y Beraetein at 
mtpp 1953# it ms observed that the total fats 
persisted. longer in mrm after fat loading I ji older 
subjects, 

Cb> M&fltli&l 

Ito significant eorralstios between body 
weight and tha duration ©f lipsaila in response to 
fat seal bag bo* »®m (Bavritt* 1956)* fha fat 
tolerance rose appreciably after weight reduction 
was enforced* 
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after fat loading in person at rest than in persons 
at mvk hair® been sets (Harder et al*» 1952)* 

(d> backing 

In habitual stacker, response to a fat seal 
ladlaataA a lower post prandial rise In mrm fat 
than to non stokers (Konttinea and Ea^asalai 1963)* 
0a® cigarette per hour eauaed the chylomicron count 



By large* fat tolerance curve is reproducible 
awar a period of aiac month with very little variation 
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and sortality when coopered with aondtsbstlcs (Kaantl 
W * B * at al*i 1979}# Many factors appear to contribute 
to this enhanced, atheromatous process in diabetes, 
including ©Iteration in pl&tlet function, elethisig 
factor*, arterial smooth mimim mil aatabellsa mad 
possibly blood pressure regulation (Ganda, 0#P* at 
al*, I960}* nevertheless, changes is plasm lipoprotein 
larval* in diabetes reraoin of the mat important 
associated risk factors is tar® of accelerated atharo** 
aclaroaia (Santas, E#J# at el#, 1972)* In addition, 
diabetees pay lave altered lipoprotein structure 
and matabellsa Jndapandant of increase In plasm 
lipid level* (Sckel R.H. at ©1#, 1901, Howard, 

B#?* at al«, 1978, Sehonfisld, C. at *1#, 197^) md 
these altered lipoprotein may be associated with 
accelerated atherosclerosis# It la generally appreciated 
that anatomic evidence of accelerated atherosclerosis 
frequently develops in insulin dependant diabetic 
patient, 10-15 year® after onset of diabetes# 


umoRMAi 


lyearideala is the east mmmn lipid 
rvad in diabetic patients# fMa is 
v a«Msaiiati« of very lee density 


38 


lipoprotein (VH>L) and rarely, chylomlcrom la 
plum (Nlkkiln, M*» 1973)# HyperCholesterolsnta 
my all® develop secondary to te@amd YIDL levels# 
tbou^Sk changes lii plasm lew density lipoprotein 
Cist) wsd high density lipoprotein (HDL) levels 
®1 m m&txr with variable degriteg of diabetic control* 
fariow ntchimisa haw been reported to aeom t for 
abTOmal lipid metabolise, aM this appear t© depend 
on both the type of diabetes, m€ degree of insulin 
deficiency, Renevel of triglyceride fro® plaaps. into 
adipose tissue require! two major processes. 

(1) Hydrolysis of triglyceride to FFA catalysed 
by lipoprotein lipase, 

(2) Esterification of the fatty acids in the 
adipocyte with alpba-glyceropho sphats derived 
from glucose. 

Activity cf lipoprotein lipase depends m 
amount of ins u l in preset in the circulation* Its 
activity is inhibited by eatsshclsnim i adrarasoorti- 
©©trophic termi, glucagon, and thyroid stimulating 
honcBi (Hcbinscn and * : ing# 1970). flats in insulin 
deficient dibetlcs activity of lipoprotein lipoaae 
is consdderably decreased, resulting lute elevated 
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level of triglyceride* 



So®# studios suggest that faeilial aggregation of 


CHD say fee Influneed both toy genetic characteristics 


of various risk factors and by mm*mm cHvlremntal 


eoi siitlotia encountered by feaily members (Beuteher 


at el., 1 WO i §pstel»* 1§§4 f Eiasanan and Mikklla* 
1977# ^ho®aa t 1959* Theecs* 1956* GoMatein* 1973)* 


Thus* epsiein estimated that almost two third 
of familial aggregation of CBS say b# accounted for 
by familial trends in blood pressure and cholesterol 
lewis. Similarly Hissanen and Hikkila observed that 
familial trends of CHD could in part be wsplained by 
familial elevated mvm lipids* hypertension and diabetes 
Mellitus. Slock and Evans, 1966 pointed out that 
washers of the same family tended to share comon 
anvirooMBtal conditions such as diet* Making and 
sedentary habit# Deutschar et al.» suggested that 
numerous factors say play a role in. familial CHD 








low stuMit f lipoproteins (U5L) and interaedlai* 
density llpoprotei&C IDL) enter the arterial Intlm 
fro® plasaa In mss at rates directly related, to ttietr 
plasms eoseentratio® (Neltbeu* at al»» 1977f MIc&ll 





cholesterol fro® arterial wall, might explain the 
inverse relationship between HDL amt risk of coronary 
heart disease# 




association of lipoproteins with coronary 
heart disease has been studied In depth in epMesslolegical 
studies# These associations are strong, predictive 
and Independent of other risk factors# 

Concentration of JJDL cholesterol are directly 
related to and are predictive of the risk of coronary 





X® childhood Mt contribute* proportionately 
more to the total cholesterol concentration. to a 
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is about a# •ffieiant as anf other lipid profile 
ilMmmt at al* 1979), & ratio of 5 infiieates the 
average high risk In affluant western populations* 





ZaforntA consent wm taken from every east* 
in each cast a detailed Mstery was elicited end 
a Bttienlons clinical examination and investigation 
were ©tried out# to groiips# these omn into following 
mtegprlmt 

Grom. A 




I jg 


group consisted of 11 young healthy 
volunteers both nit and feraal® who were first 
degree relatives of pet loots of Isohaaslo heart 
disease# fhe ago rang® of this poup ms 20-30 
years, In met mm sitter ©otter or fatter tel 
an Isetaaanle episode in tte past® 


Greta* D 

In this group eltht patient of dibetics 
w«m included* 3 easts were of Juvenile onset 
diabetes and 5 emm ware of faaturltjr onset 
diabetes* 

A detailed dietary history was elicited 
to assess the amount of fat ©o naraati daily ®M 
weekly, by these subjects in their usual routine 
diet* Specif!© ®@nsideimti@ii was given to record 
tte weekly amount of gtee and its type (saturated/ 
unsatorated) oil and its type, silk and milk 
products, eggs* and food additives* Majority of 
the subjects were hostelers eating a eoraraon type 
of food is hostel neats, thus per head consuntion 
of fat was oaloulated by giving consideration to 
tte total anount of oil of ghee purchased aonttily 
and water of wasters eating in the me nets* 
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tmmat change in 4i«t» ©ml or parantral 
medication before and during to® study ware 
a©t«i* patients war* given to* diet 

£rm the hospital for on* week prior to the test# 

mi&M. im 

All toe subjects w%m asked to imw® 
their dinner et §»Q0 F*K# on to® prlwtcus nitot 
and not to take anything except water till toe 
next aeming# Fasting blood sample were taken 
at 8,00 A,M, in the recumbent posture* without 
producing venous stasis (Koaraal&an at al,*19Sl). 
After this* they were given a test meal. Consisting 
of 3 boiled egg with 250 ml of boiled sweetened 
milk# Ms supplied around 75O*»8O0 mg of egg yolk 
cholesterol# 

Post pimmdisl blood sample# were taken at 
9,00 A.M, and 11,00 A*m# la son® cases additional 
aspic ot 10,00 A*M# was also taken* During toe 
test the subjects were watching i,7# fils and 
were not allowed to take anything except water, 
Sacking was prohibited during the test period. 
Plasma was separated fro© toe blood samples and 
too f&nmtfMg testa war* yr fwa a d* 





CV) CALCUIATIOII OF LDL «* e 


USL «* c wags al k • iti it bn n«t»* 

£@mulm glvwa by Fredrickson* $9$®# 

i^Xx * Sens* chela&isral • C ^jjjS 1 * HDL-»c ) a#* 

Statistical tmlyais ©£ ifes iftta was 4 @n® 
by lasing paired *t* test end student *t* test* 


§mmm 





artery disease 1 6s-« (Group C) end eitht patients of 


Diabetes 12# (Group D). 
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k,;Ss Their other general particulars are given in 
table 3* 


fijBQMP- P t- It consisted of total of eight patients 
«•■ diabetes, out of which 3 were of ^uvinile onset 
diabetes and rest 5 of raaturity onset diabetes, their 
mean age was 52+8*57 years and mean weight 5S+7»48 kgs. 
Their other general particulars are given in table 4, 

C 


(Table 6). 




Qawracter l sties l&imbe 


OcciMMitlon 

1, (Junior Doctors 
2* Business aas 
3» Technician 

4 . Eamml workers 

5 . Ward boys 

6. Students 

Physical Activity 

1 , Sedentary 

2, Moderate 
3 e Heavy 

1 , Vegetarians 
2 * Mon Vegetarians 


13 


05 

23 


11 

20 


1 , Smoker ~/l0 cigrater/day 06 
2*ikmmmker or £l0/day 25 


Fat smmsMm 

1. Low (£ 50ga*/day) 13 

2, HigbC7l003^/day) 05 

3*M©der&te(50-100g»/day) 13 


ISSS? 



Percent 







Characteristics 

ftaber 

Percent 

1. Students 

04 

20 

2, Staff Nurses 

07 

35 

3* Hens© wives 

45 

25 

4* Doctors 

04 

20 


1, Sadantary 

04 

20 

2* Moderate 

16 

30 

3. Heavy 

— 

— 

Plotarf-MMtg. 

Vegetarian 

07 

35 

Konvegat&rlan 

13 

65 

Fat oonmtmtlgs 

LowC^O gaa/day) 

15 

75 

HighCjlOO gias/day) 

05 

25 



- Peeters 

• Students 

« Staff nurse 

** S®d©ntarf 

- Moderate 
** Heavy 

• Vagetmrlans 

« Non vegetarian© 

mUm 


<* ** Seekers J^O/d&j 

• Hen smoker* or /10/dey 

• High (j 100 gma/day) 

• hm {£ 50 gess/day) 

** Moder&Te (5Q»10O gras/day) 



01 

02 

04 

01 

04 

04 


- fegaiarian 05 

• Kojwtgatarian 03 

SaokAng 

Saoktrs^tO cigratar/day 02 

Noiunokar or /10 clgrater/day 

06 

IM $wmz*a& 

High </lOG gmi/day) 

Low l£$0 gras/day) ' 06 

Medarat# (50-100 gras/ day) 02 





158,2+33.56 
183.2+41,4 
181.36+42,30 
205 #5+39# 26 


A 

(n-51) 

164.4*36.98 

156.4*33,3 

B 

(n«20) 

185.2*36,2 

179*39.36 

C 

(»*11) 

178,72*30.17 

176.90*47.28 

D 

(n« 8) 

206,87*64,75 

197.37+45.68 


jH 
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The neon fasting STC of group A was 1€A«4h^S# 96 ag/dl 
(table 5i* In tfas first hour otter single high 
cholesterol tost load* it showed a decline, however 
3 hours after, there m& a slight increase in STC 
levels, but it did rot touched fasting basal levels* 

On statistical analysis, none of the changes were 
statistically significant (p 7*05) when paired *t* test 
was applied (table 6), 

three types of responses were observed after 
giving single test load of high cholesterol* In scat 
subject there was increase in STC level in the first 
hour after the tost load. If this lncres.se was more 
than 5 percent over the fasting value, this type of 
response was tensed as 1*1* In sone subject there 
was a sharp fall in STC level after 1 hour. If this 
fall exceeded 5 percent of the fasting value, this 
was tensed es A*IXI response* In the remainder ©sees, 
no effect was observed after adslni Stratton of teat 
a sal. If the increase or decrees® in 1 hours value 
was less then 5 percent of the basal, this was tewed 


as A**II response* 
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'■n the basis of the above classification, 
there were 10 (3 2.250) case of A-I type of response* 
^hoae fasting mean 3TC was 154,9*26.41 »g/dl and 
tbQir 1 hour assn UTC rose to 174,3*29,56 mr/6.1 
(table-9), difference in fasting and 1 hour value 
was highly il pdf leant (* -£.005). In 4-11 group 
there war# 6 subjects (19.35*4) in whoe practically 
no change was observed 1 hour after test load, 
n— XIX type of response was most commonly observed* 

15 subject (46,304) whowed this type of response* 
their 1 hour value showed a decline free 170*5% 

93.46 t© 140,73*28,26 ag/dl, This difference wee 
statistically significant (f«*£, 005) (table 9)* 

iisa&j. 

fable showing three different type of responses in 
group A aft er administration of single high cholesterol 
tost load* and their statistical significance. 


Group 

Fasting 

STC 

ag/dl 

1 hr, 
ag/dl 

•t* 

P 

A I 
(n*10) 

154,9*26,41 

174.%29.38; 

5.84 

/J5.O05* 

A XX 
(n*6) 

164,9+26.5 

163.08m£9,1 

0,71 

7.io 

axxx 

(n*13) 

170.56243.4 

140,72^8,2 

, 3*95. / 

/O.0Q5* 


* Denote *P» value is highly significant by paired 
i t i test. 
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lo clear cut correlation of fasting STC 
'<»* observed with rising age. The highest level of 
■ X was observed in the age group of 21-30 years* 
ihm after STC level fell in age group of 31 -hr 
y«®ra v slightly rose in eg® gmip of 41-50 years 
siad again fell in age group of store than 50 years 
(fable 7). On giving single high cholesterol tost 
load, all the groups showed a dccling in STC level® 
in first hour. This feeding induced fell in STC levels 
was raaxirinum in young subjects of 21-30 years of 
eg# end di lneshed with rising age. After three hours 
SIC level© started rising over on® hour valve* but 
were well below fasting valve except for that of 
group C. Ion# of the feeding: induced changes were 
statistically significant (P~7.05) (table 8)* 

Affect of single high cholesterol test load on mmn 
STC in various age subgroups of Group A 


I 

Age Group Feat. 


179.6*44.18 

165.4*35.17 

I69.64jt37.0f 

145.2*^6.5 

147*37*44.91 

i49«as^»o # «t 

157.9tfJ.7 

151.^,19.02 

149*^0.4 

151.0*27.34 

149.2+20,12 

I4a.0gt5.l4 



Those subjects who consumed a high fat 

c ; .i€t I mC a higher fasting STC level as compared 
to those who consumed moderate or low fat. This 
difference was statistically significant C i m £»005) 
CtaMe 12;, There was also difference in feeding 
behavior, subject who had ahigh consort ion of fat 
daily showed a rise of STC level in 3 hrs. Value, 
while subject who consumed moderate to less fat 
showed a continuous decline in 1 hour and 3 hour 
value* 


Showing basal STC level of high, moderate and low 
fat consumers and their feeding behaviour in group A 


Group 

Fasting 



mg/41 


:*'l 

High 

217.4+42.22 

182.4+36.23 

197*6+40, 16 

n*5 



Moderate 

158*3+22.17 

155*9+29,37 

152,46+^3*81 

n-13 


LOW 

150. 07+27* 39 

146,92+33.08 148.87+30,58 

n*13 




* Denotes difference in level is statistically highly 
significant when compared to high fat intake group 
on applying student *t' test (P/*005), 



3 subjects (10*:) were doing heavy physical 

vcr.i dally* while 23 subjects 7**% were doing sodwat a 
physical activity and raroeining 5 subjects (1#'} mm 

sedentary. 

Subjects who did heavy physical work, had 


Snou^p 


LiWJ 


inslgadbf least* 


im & Ji 

Shewing relationship between physical activity and 
SaC and their feeding behaviour in group A 


* Denotes difference is insignificant when cowared 
with heavy physical activity group by student *t* 
test* 

** denotes difference is insignificant when cooparsd, 
with respective t acting value by paired *1* teat* 


Xn «X1 tlMi tfcwa 1 hour after 

cholesterol test load, m fall in 
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: edentary subject showed very little change 
ct ~?C on feeding* while In other two groups* the 
fell in STC in 1 hr, after feeding was of greater 
* a.pnltudc* » although it was statistleally laelgnlf leant* 
In heavy physical activity group* 3 hour BTC value 
ro«« and crossed the fasting value, 



The near* fasting 3fC of group B was 18% 2*36*2 
ng/dl (table 3). The level of STC fell after 1 hour 
after feeding and in 3 hour* showed son® rise* but 
still the 3 hour value was less than the fasting 
value* All the changes vert statistically insignificant 
©it applying paired t test (table 6), 

Again three different types of behaviour 
were observed 1 hour after feeding. In 5 case 
(25>) thero was a rise of STC by more than of 
the basal value* in 6 casts (W) m change was 
observed 1 hour after feeding* and in 9 eases {k5%) 

STC fell by sore than 95*» 1 hour after feeding. 

There subgroups were labelled as Bp Bjj wad Ijjj 
respectively. %e change of STC in group Bj and 
was h . * hiy c ...... .. .. ■• nt (ti c ?p.-« 


MMJ2 

~ three different type of responses efter 

odminietetlon of single hi#i cholesterol test 
- ' aaS their statistical signifies wia i n groups 


"ub group 

Fasting 

ng/dl 

1 hr •after 
ng/dl. 

*t* 

•P« 


187+26,34 

200+25,1 

9.02 

£.901* 

(®*5) 

»X2 

139+46.29 

187+48.4? 

0,71 

Z.oi 

(n*4) 

® ’T T T 

muikm* 

181. 6+57.4 

163*1+35*5 

7,096 £.001* 


* Denotes *?• wain# is highly significant by paired 
•t* test. 


Rising levslt of fasting basal 3TC Ms observed 
with the increase in age up to 5® years (table 16) 
after that in 50-60 yscr® sub group, the fasting 
level actually fell* 

The difference la fasting value ms found 
to ha statistically significant la 51-40 years 
and 41-50 years group whan sanparai to 21-50 years 
su"> "- : h 

On giving high cholesterol test load, young 
subjects in the age range of 21-3© years shewed a 
fall in «tC value 1 Mur after ini this fall continued 
till 3 hours* this fall in 1 and 3M Mur sas fount . ■. 
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significant statist ! mUy (table 17). In all 
tfe® rmmiLinf* age groups (31-40 years, 41-50 years 
«»& 750 years) the level of STC aotually started 
rising 1 hour after test load and continued to 
rise even after 3 hours* However the magnitude 
of rise ms maxing in subject ©f nore than 50 
yeers of age (table 16)* fits® of this group was 
statistically significant and in the rest rise* 
ms Insignificant (table 17) » 


M&aJ& 

affect of single high cholesterol test load ©a 
seen STC is various age sub groups of group B 


Age groups 

I 

Basal Fasting 
ng/dl 

It 

After 1 br* 
ng/dl 

After 5 brs* 

Mg/H 

21-30yrs. 

(n*»12/ 

170.5+20,1 

159131.5 ' 

15S.**?8.5 

51-40yrs» 

(mm 

2il*3438*a 

214.%38.27 

235122*5 

4l-50y rs. 
(n»5) 

22^3+21.23 

225*7.07 

226+20.6 

7 W* 

175*21.0 

105*14.5 

190.5*13*5 


* Difference in significant statistically when 
compared with 21-30 yrs. group by student t test* 


** Difference is )Ml significant statistically 
wbm compared with (21-30yrs) by student t test* 


ItMt.il 

*t f * 1 m 1m of difference in 3 TC (inftvftgrwqp) 

coaperiacn based on different age groups in group 3 


Groups 




t 

F 

Degree of 
freed©* 

21-3 Oyr§, 

I 

i 

II 

2*96 

Z.05* 

11 

(n»12; 

I 

§ 

TTT 

At- A. 4» 

2*59 

£.05* 

11 


II 

$ 

TTT 

Jib *#* 

0*11 

7.io 

11 

51«40yrt« 

I 

s 

II 

0.39 

7.io 

02 


I 

1 

III 

1*55 

7.05 

02 


II 

I 

III 

1.79 

7.05 

02 

41»50yrs* 

Cn*3) 

I 

I 

s 

£ 

n 

TTT 

0*06 

0.37 

7.i 

7.io 

02 

02 


II 

t 

ni 

0.10 

7.io 

02 

75ojt«. 

I 

1 

ii 

1*61 

7.05 

01 


I 

1 

TTT 

'' A Adk 

2.06 

Z.05* 

01 


mm 

1 


3n€l 

Z.005** 

01 


* Denotes f F* value is statistically significant 

Cl/, ■). 

Vmmtm *P f value 1* highly significant tv- F/,005)* 
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*jm fet atostfM i & 4«ella® of 

■ rc in 1 hour end mbmqumtlf amll rise ©f 2 ai 
ir* 3 tours* AH tho f coding induced ©hang®# were 
«i* Insignificant value (table 18 )* 


4 sublets (2094) were oodont&ry and rmmlrdMg 
IS (8094) wor® doing moderate physical activity daily* 

Sedantafy subjects had a aucth hiffier fasting 
soma total cholesterol level, as cosparad to eubloets 
doing moderate physical activity* Haw over the difference 
ms statistically In significant (Fy*05)(tafclo 20) 


flowing offset of physical activity ©a basal STC 
wad thoir foodie behaviour in group 1 


Oroup 


0*4) 


Jt02.3±4t*®6 


Ihr.aftcJ 

ag/dl 

2l5*M3*2 


ftederato 100,8+34*9 
Cn»1S) 


3 tsrs.aftor 

2i|Jm4.9' 


•6139*2 



were 3 feeale «wt 9 sale eubleets in 


with moderate fat eeneaetieo tosh tow *»* 
fioacair group* toto differetsee was statiattoally 
net sl^sifteent (f7»05) Table 23* 

Moderate fat ewieuaer showed alight fall 
la STC 1 hour after feeding and then again rim ia 
ffi l**el after 3 Hew# ebU* in lee fat mnmmm 
BSC level Initially rose to 1 followed W • 
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yams 23 

>VX© showing difference In STC in aoderate and 

1m fat consumer, and effect ©£ feeding hi# cholesterol 
load in group c 


9rcw> 


fastinf 

ag/dl 


' Marat© 179.4+31 *7 
(n»10) 


iyV 

(n»1 ) 


1 hour after 3 hours after 
mg/4X mg/M 

nt%9±b%3** 1sE9*42.9 


iCo 


172.0 
f * .TO 

p • 7o.io # 


Denotes f P* salve la not significant iiai fasting 
valve of both groups are coshered by student *t* 
test* 

Denotes *P* valve la not ilalfiliil Khan etrpart*! 
with proceeding valve by paired, f t» teat. 


HIm subjects (81#) were dolus moderate 
physical activity daily while two subject* ( 19 #) 
v ero heavy workers. The fasting STC level was 
higher in subjects doing aodarcte physical activity 
than with those doing heavy labour. However the 
difference in level was statistically inalfpaif leant 
(17.05) (fable 24). Objects of both 1*® subgroups 


7\y> 1'V. 'P \'- : ,'4 • 
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&mvm different behaviour ©» feediwv, In 
aod*T4t® physical activity groups STC rose progressively 


froa; fasting to 1 hour asd 3 hour* while is heavey 
physical activity group STC levels Intttially fall 
in first hour and than slightly rose in third hour, 
*&» change is both the groups ms statistically 
insignificant (*y.05) ('Sable 24) « 

Table showing basal i»TC level ia isoderate ant heavy 
physical activity groups sad affect of feeding single 
high Oholesteral test load is group C subjects 


Mmm , j 

lasting 

eg/di 

incur attar 
feeding 
ng/dl 

jShours after 

ag/dl 

moderate 

(n»9) 

181*3*3©*8i 

iaSt^i.9,6 

teCa+41,7 

Heavy 

(ml) 

158*5^19,09 

I4lt3*l4*8 

150tSiJ.5 

t m 1,9 

p » 7,05* 





Denotes P valva is insignificant by student *t* 

test 


** Denotes P valve is insignificant when expired 
with fasting valve by paired *t* test# 


Patients of type I or Otarlnlle diabetes bed 

a muc}, lower ha;;ed ' TC level as cospamto patients 

of type II or maturity onset diabetes* fhe different* 

was statletleally highly significant {f£001)(%bile 26) 

On feeding single high Cholesterol test l ©ad in these 

■ 







Tabl# Shotting basal STC lav el $m typ* 1 sM typ* 11 
di&bmtl® mb^aat* of group 0 «nd affaet of tm&txig 
high cholestarol tmt load la than 


Group 

iiisi »®taag 

■k/h 

1 fer^aftar 
feetla* 

eg/gl 

S hi*o*eftar faadlxig: 

ptg/at 

type I 
CspS) 

13*.St12.4 

140.3+12.4 


Tyn# II 

(w*> 

248+J5.5 

m.<^4.3 

2aMspf#4$ 


t * 5.09 
F 


Qmmtms M01j sijpiif least P (F/.0D1) who* 

VMVHPWft Wj wWUKUKKw w wmMm* 

Demotes higfaly significant P (P£*0Q1) «ta*i 
oovptrad mlfe fasting and praeaadiag valve 
by p&xx mt v % css *## 




6 subjects {15%) mm low fat consumers 
whil® 2 subjects (23$) were sMtrate fat eonstaers* 
.Moderate fat mmmmm had signlf iessitly higher 
Iwtl of bml SfC as compared to low fat const®#* 1 ! 
(PZ. 05)# ©n giving single high ©holeaterol test 
l@a& t low fat eomswars shewed a progressiva rise 
of SfC level in os® and tore® hour, though this 
rise was statistically insipdficant* ©a the 
contrary moderate fat in takers showed a progressive 
fall in their SfC levels after feeding* Three hour 
fall was statistically significant Cp£*03) (Table 27)* 


mmM 

fable showing basal SfC level in low and noderat# 
fat ©oaswatrs subjects ©f group © and effect on 
SfC on feeding sfngl@ high cholesterol test load 



SttMUL X8 MmKm 1£ iWtlHIR 1 


ag/dl 


T7/-il 


;ry" 101 


1 


m \ 





■ 

‘ I' 


5 

















ehentes I® waive *f mi**C aft *r f mdtag 
wm statistically in significant in ell grata tp* mc«pt 
in group C where 1 hour valve and 3 hmt waive allowed 
& atatlsical signicifant C P£»®3) difference and in 
group D whore the difference between fasting end 
3 hour valve was statistically significant (fable 29) 


fable 29 

Iff ant of high cholesterol test load m seen 

iiflil IB $$!WVtp **$ ^ ®Ew U# 


65.82jM» *5.n^.99 

<•8.2*13.6 69.5*13.2 

*M£K>.80 

66.1*7.7 4S?1*I0.6 
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B®is©tta significant *P* vslw (P®/e 05) whan 
compared with proceeding walwa. 


significant *P* whan (P*/»05) ee«mr«d 

wite corresponding fasting valve* 


-amsmJ&MmJL immu mssl 


Pasting mi levels was 46.07*6.34 which 
slightly fsll in first and third hour after feeding. 


«*!!» I&rtflt A#f®» 


Highest levels of Wh~G m$ observed to age 
p*©«p of 41*50 yrs. M real correlation was observed 
between HDi*c level and age (Table 30)* In group 
21*30 yrs. and 31*40 yra #i there mo a digit fall 
to HDi*C Xml® to first hour attar feeding, but 
in rtssaining two subgroups (41*50yr» #l and. 7^0 yrs*) 
first hour wlv© showed slight rls« ever fasting 
salve* to all the casts tha Changes wart statistically 
insignificant (P*/^05)* 

labia 10 

Effect of stogie high eholesterol test load on 
seam HDL*C to various age mbgr ® up ef grou^p 4 




— T * H — “T!tS — 

ssisisg immul wiiUw jnps^artifr 
m0€l mgfml agfOl 


(n-14) 

*5.6*4.97 

**•6*5.18 

44 jL#Jk itei 

■at si j.iVu*!. 

**.347.05 

*3. 5*9.8 

*3.21*6.73 

‘ST - 

*9.25*9.56 

51.5*12.2 

*6.9550.9 

2,r- 

JL£ fll^M A« 

■eOfSgj&iiPP 

*7.5J5.S2 

*7.1*9.07 

* ' , ' . ; 
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There were 25 mnmmlmra (mO mA 6 seekers 
subject (20K). fienseakan ted a slightly higher level 
af HDL cholesterol then seekers, (Table 31) t ten# 
tlso difference ms statist AeaXly not significant* 

On feeding* non srokers stewed s slight rise la 
IDL level in first hour fallowed fey a fall in 
third hour. Contrary seekers m feeding slewed a 
fall in HDL level la first hour feiloved by rise 
Ar third. Feeding induced changes la both the p«|>s 


^ ti leall y insignificant (F"&09) (fable 51), 


Table j| 

Table stewing based HDI» level in seekers ms& mm 
seekers and changes induced after feeding sin## 


high cholesterol test, 

lead. 


Croup Fasting 

Safi 

m/m 

wm4» tH* fil 

fswdiig 

mm 

3 bra# a after 
feeding 
mg/41 

P *f 4ffl& #$s JraaMBT # J| .A |BE IHy^P 

(wOf) 

46h2»a.5 

*5$*7.66 

Seeker# 

(bp6) 

fcjlfesj.ej 

*Kjs?.*7 

t *0.3 

p * 7*i®* 


'. ; ’ ; ' : - : v' 1 ' .■ ■ '■ ; • ■ ■ : * ; ' : 'V" '"•>■ ■■ ,: 


Tli.iftwfeaia IwIjmH'Ijmim* PCBv.IO) pl fl when asanaw U 
-%m» ' *#• #imt„ # 


*» i^«w. #.a woiw fe #p» mly# ghati coapsrsd 

mfi#it filf# fesr 

wteaPip#- 


' v y ^ • ■ 

' '>"* ^ '■ ^ v ’: ; 


, I «*! ’>/-' 




:■'■•■' / \ 
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tost load m oMa§* in BDL»C levels sere obaarved 
in Nim t* md hmvy sensors in first hour* tost 
sedentary setters showed slight rise, after tom 
Ijoars rise of HBL*G was observed in heavy workers* 
fall In Bodsmts workers and m change in sedentary. 

Sens of th* changes observed war® statistically significant 
(Tabls 32). 

fable 32 

fable shoeing hatcl Ivnii of HDL»C offset of 

JTtt^dyUS^ S flljpl i§8® 24SNBA 

moderate and hasty sorters 




^hiffiiftii ill 8 rt r lit ' u n t il n i r t 

f^PMHWWI 

(>» 23 ) 
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High 

CaS) 


Chrewp 


13 tebdeets (4sm) eonmsaed lew mmmet t d 
saiue maaber «oaaus®d in aederete — mmti asa 
3 subject* (1&4) mtmmrn. high mmm t of fat telly* 

Basal mi levels were highest in subjects 
mumming; low araount of fat (fable 34} * this different# 
a@a statistically inslgulf least* 6 b feeding »i»gi a 
high telMtael test lead* level rose la low 

fmt taker® while it decrease slightly la Mg h ««* 
asderat® fat eaawaer after 3 hew* After It 3 I msm 
I©L-*C levels rose la both high amt aoderate fat takers* 
ifiillt it Ml la low fat consumers, Koaa ef the change 
observed was statistically significant (table 3%) 

fable 14 

fable shewing tomml level of HDM la high* Moderate 
and low fat ©cummers sad their behaviour after feeding 
single high cholesterol test load 


Basal fasting 1 hr* after 




35.3*12.5 63-511.32 
49.25^.58 31.5112.2 4€.%10.fS 
4M|M» *T.3*5»®a 4T.1H.07 




Basal ©e» HDL level to poop I was 4?»2 

it rose progressively 1 and 3 hour after giving 
single high cholesterol test load* Tbi* change ms 
statistically insignificant (table 29). 


Kaxtouai HDtoC c<mc*ntretiaii in fast lag 
•tote was observed to age group of 31*40 peer* and 
stoimua to subject* of mere than 5® years of age 
(table 36). AH of the age group- . si netted rise of 
i©L*c to first hour after feeding stogie high 
cholesterol test load* This rise continued to age 
groups of 21*30 peers end 31*40 peers to third 
hour also tot to rest of the groups tow was fall 
to third hour* AH the feeding Induced changes were 
insignificant statistically except* toe third tour 
fan observed to 41*50 years of age sub group (table 36), 

aauua 

Effect of stogie high cholesterol tut load on aosm 
SMUG In mrloiis age subgroups of group 3. 


Age group 


f' 


YTf fff . 

1 itr.eftar 3 tors*afl 
(ag/41) (sg/dlj 





15 sublets (75%) ©onswitd 1m fat dally 
*fcllo 5 aifc>4@o-;8 (25,-) wor* eowwalag high fat daily* 
touting fioi*w l*vola wero higher to Iw fat ooasuoor 
group. Till* diffsrezice was statistloolly Iraigalflcaiit 
On fsedlng stoil* high cholesterol test toad bath tot 
sub groups showed rise to first md third hours. ttiao 
was tsuch a»r« narked in high fat mmmmmt All 

tho changes observed woro statistically tosigntfieout 
(Table 37) . 

MUJI 

%bl® showing hassl HDtoC level to low tM hi# fat 
m mmmmm of group B sal offset of feeding stogie 
high obolostorol test 1mA to tfa«* 


Gran* Basal fasting t hr. after 3 hro.oftow 
ng/dl foodtog fo^tog 



(Tfitbl# 33) 


Ob f testing wlnglM high ehsl®si®r©l t«st 
low* «<^«itary subsets ataricl • HU is ffi&vC 

MMWWm mm Mm^Ww mSm wlllJMI WBwStf wMLJIt 1 A WmmmXA^m 

pny .§i®ax ipfowp & ri®* ia hM iwais utawi 

ehaenrod ia fir»% *at thlsd tear* A 33 . tt»t ®te®»g**. 

. u mm, at»ti*tieaiUr 1 nilgai ft wmt (Ifclli 39) 


Tatle ifeowiai teaaal Xw®l in •tiaatif y «*i 

«o4*r*tftly motif* aufejMtB of group 1 a»t Hilr 
boJ^aviour oa Castling, 


Delates *F» wOv* than «wspar«* uttli 

ifeating waw* 



1 hr«aftwr 

3 tarMttar 

ije/di 


fasNuUtg 

Rg/di 

9MfeP** 

4i.S7*15.14 

4S.C>*18.56 

44#flt1l#TI 


49^96*11.74 
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ft f*jk Ft \ 

xlLjg aw l 

Fasting feassi Ho)L*o Isvsl in this group via 
^*3*11*5 «g/dl ard on fosi; ing Iwels initially foil 
in first lK»ir t followed by ris# in third hour. thin 
rlao »s statistically sign if leapt {fJ+09) table 29 * 




sot slgnifleent 07*03) (tab!® 40). On folding alagl®- tdgh 
cfcoXogtaraX test lead* bath grains showed fall. In H21*« XavaX# 
in first bow, followed, by rise in third hor* lit Mkars 
fall sad rise of first nos tmro assur ws.s sTatia t it M iiy 

sigpifioast (table 9)# 
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Tatel® thcviag basal HDL~o l«r@X in stoat's sat ims® 
atoars mh$mtw of gtwp C to affast of fasiSag 
alto* Mill otsulastool tod is toa* 


Group 


okdars 


Basal fasting 

mim 


5 MfeM 


liars 


t » 1*39 

P * 7 * 05 ** 


1 to** after 3hrs* attar 

« mS 1 m f®a& 4 »g 

Mg/dl *i/dl 


3 aCt%?«fa 4 ita^. 


45 * 55 + 9*55 4 T.^ 1 *» 


10 toito* (914) oooswto fat i ft toatoa 
( nstt tola 1 aubjaot 94 ted a lew daily mmmUm 


with law fst MflMKUoft* Os ftoiag aisgl® hi# 
tol®sto®l tot tod, low fat ostoto* 
mrairesal** fall t& mu lm€l ia first to 
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while aoderat* fat tmmm&n hmc t intial 
ftlx of HDL level in first hour followed by rise 
ii* third* Shis rise we® statistically significant, 

C*'£iO^)Ct&’bl® 41), 

imi 41 

f abl# showing basal HDL level la Moderate aad low 
i*t oousuoara of group c ©M affect of feeding 
oil'll® high cholesterol tost load in thee* 


Group 

laaal fasting 
ag/dl 

1 br.&ftor 

feeding 

ag/dl 

3hr* .after 

Jf|| 

atg/dl 

‘Kodorat* 

(n»10) 

*5.99+12.02 

4X*f^1*P4 


low 

(n-1) 

io rwe 

5T*Cm^ 

56,«SJp 


* *%mtm sigttUioaat *F* waive (S&Of) *am doapared 
t with proceeding P wlvo by paired t toot* 

gua IJfflmiBM 


f subject® («*) w»r@ doiar wmdmmtm physical 
activity daily whlla i«iiatteg t *sst» 4 #ot» (l«t) tare 
doing high physical activity daily .HSU© level* ttoaro 
hl&mr la aubjacts doing heavy physical activity daily, 
though the 41£l«twt waa MOt statistically oi ge l f i —a t 
(Table 45)* On tm odlag M&. cholesterol toot 

load* both the group* &mm& fall in mim lw& 




* OmmtmB ai« mim&t *ft (P/,05) "hon o*paroi 
with proootdtog wXm If potrod t t«st« 


to first hour sad fits to third hear* &i*o to sw&orato 

<wU.vity gr-.up we a stotistf tally iigoificaat 

(%ML» 43)* 

feJbla 41 

Ta tit showing toss! HBt-o level to aadarata and 
hmwj physical activity dotog subjects of group 
C sad affect of feeding stoglo hi#. ohotostarol 
test load to toon* 

Oroop fasting basal 

mgfm 


Hodmta %3*3%^tt*35 

(■*•) 

High 4^*tyj3r*9t 

(*»2> 


t hr.sftsr Hsr®#s£i«r 
fsatftog iatdtog 

jijg/Sx «pA 


*3.7^10.92 *MflM 
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Mflft M 

Tabl« WhmA ug tonal RDto level to tyjj# X nd lypa 
II dlabatie subjects m& effect of faailwi gis^t# 

};i^ aholastarol teat load to than. 


Groups Basal festtog 1 hr* after 

Mil .*±iM M iib ,5^ 

WtffKL 


<*a feeding atogl® high cholesterol test 
toad the groiqp Baa a vtsol# sfaowad aha a fall la - 
HDtoc level 1 mat 3 toatrs after feeding. *J»®® 
tmra fail was stotistioaiy aftgttElmft M mm**& 
vm Ma talta (table 3tf># Oa ibb**««sp analy*!*# 
type I dlabetto naja«t# artMtaA am iMftat 
changes, M* fall la f«**e Uw«a. 1 aad $ bmm af tar 
feeding* iMife was atatf atlaally M^ily 
turn* *%)• Bat type tx 


Denote# significant P waive (F^*05) aben 
with jHraeaadtag valve* 

Senates highly alanifiaant P valve (P/*0Q$) when 
ecapered with feettog valve* 



s rig® in HBL*e level in first beer# followed by 
fall in thins hour* Bath the ehaages were atatiatiaalXf 
siijnifUaat (table 44), 


6 subjects (?5h) we to fat een*taaers» 
i^ile reoainf l mh^mts (23&) mmmmmi mmmmtm 
%m%mt of fat Mly* Ifoderata fat eeasusara bad 
a high basal HDL*e level as eoapared to to fat 
consumers* the difference wi statistically aignifisent 
( p/j»Q ®) (table 45)* 


Or feeding tingle hto cholesterol teat 
load in than* moderate fat intakers shoved a rite 
in BD 3 L-© level is first hour, followed by fell is 
third hour* but to fat intakers showed a fall In 
HDLhi level in flret md third, feoiir, HI the changes 
were statistically ainsignificaat (table 45)* 

fable 41 

fame afeeeing basal Wto level in to and »dsrate 
fat iatahera in diabetes sufejat**» ©sd affect of 
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¥ valve (P/,05) vhm eoajpared 

wifi fasting valve of low fat Intakes by student 
t test* 

6 subjects ( 75 >*) wn ma«Qksrs # wMX® 
rating a (25#) ware «M«n» %ttetra had a leer 
basal HOb-c levels as mmpmmd to fsonaaokers* but 
tiie difference m statistically insignificant ( table 46) • 

On feeding tin## big# dislesterol test load 
in than both th« group showed a fall la MDb*e level 
3 hours after feeding, lion# of tbs change m s 
statistically significant (table 46 ), 


fail# slewing basal fSM#*t valve in nsekers md s^mmk&t 
diabetic subjects* and effect of single high nfmtmtmmt 
test level in the*. 


9§WH$B ; 

Basal fasting 


, i^'tSfar ^-p- <w. s r. 

JWlliil!® 

■g/41 

feeding 

feeding 

a^/dj, 

fee ‘''iers 

. IF 1 

4tU^>.59 

*7.W*?.1S 


JfcefeOVS 

(net) 

- Ait n^® it® 

^♦5ytW 

*9.7S£».78 

M.3JO.? 
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Mjm i m 


ttm hlgtss* banal tm flag 

mmm trie£ymrMm Mi» *hil# hmlthf mXm 
wtlwktmm had nm lorost ml m» 

da fm&tm steeJ.® fei^t rotorotaito trot irod 
rim la SfG «&s ©basnrai is six the grwp* after 3 tKwrs* 

*m$ M ® S * wIS ® ©X MTO WK.S MOCiSSSM IS . Hi ® B © fe 2 L © 

•u&^rot® m& tsAtdsm is relative of CM). wlier# setutoly 
slight tali Is $T§ levels wi ebsarrtd Is first hear* 
followed by wry little ri»# is third h mar (table 


f&bla 48 

Eff tot ©f high chole*t«rol trot leed ©n seen 310 levels 
is CV«ro *# ®t c i 


Orro^ 


Bft ; 





fhr#*fter 

«g A| 

n 


3tor* # *£tsr 

Tr ^ aafg -. 

111 


146 .% 3 S *7 15 f* 51 ^ 4 * 53 _ I 6 l. 4 % 43.3 
ia*»f%?6.3f t95.fi%B4.94 113.3^.94 
1if.%f0.93 18f.8fc32.59 f®6»5%33*i9 

m^fiU7 226.8*99.79 236.%65.14 


A 

Croft) 

B 

(ro* 0 ) 

c 

Croft) 

.0 

Cro8) 


Benetes tof&itoeant *F« valve (F/.05) tMi 
roromd rot* ftstiro roiro# 

Beaetee siaaifieast *F f rolro (5/»05) 
©©spared toi* pro^iro rod *rotia§ ftove. 


. ■ ■ . ■■ " "■ ■ • - . : ; ■ ■ 


* 1*1 
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XT: a (mi am ms vomaasa ) 

1 5 Mji group has a basal 3*0 of 146 # C^®,T *g/dl 
it shewed a significant ri m one ant three hour 
aft$r ts^st lotd (tsblt 48)# 

f 

mMSMMi a 

Basal 3T0 level rose with toereeaiag ag* 
till 50 years then after in subjects of **750 year©, 
it afcowad a titlght decline* (fable 4f> # 

On feeding single h£$i Cholesterol test 
lead* rise in SlG levels were observed in all the am 
groups* but the nej^nltude of rise ves nesiswsi in 
younger age group and diainebed with increasing age* 
Only to 21-30 years age group* the rise was significant 
one and three hours after feeding (fable 49)# 


fable.. 49 

Sffect of ato#e high cholesterol test load m 
wmm 3W to various ingroups of Group A, 


no X 

grout Basal valve 

•g/dl 

11 

1 fer # afi«y 

••*' |p| 

XU 

9 Bto#aSONHr 
ggyjgj 

21*90m# 124.92j32.65 
(toW 

134.3*33.76 

190.3(^6.9 

|1«40yr»# 146#57J#MU6 

(tod?) ' , . 

170.57+?S.01 

167.4*160.45 

4l-50yrs* . 

CiMSIl 

186+J0.49 

205+33.19 

*7&0f*»* 

175.2*46.51 

ir4»6*40.32 
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* Baostaa sfMiif leant *P* walw* than 

csnpand with fasting mlm* 

** Oanotaa «i?nific«ivt •p* mlm (P/*05) than 
aoaparad with praeaa&ing and fasting walra* 

5 mbgmtB 16# mmmmi high amounts of 
fat f 13 (42$) subject wnmmtA i a «nount» 

wrJLl® tha wsssJMiig 13 (42$) had a low daily fat 
wnmmUm» Basal STO levels war# however net 
related to fat ©onauatien law fat Intake**® had 
the hipest STG level* fallowed by high in&eker#* 
the difference between then was not statistically 
significant Cp7*®5) (%ble 50)* 

Or feeding single high cholesterol tent 
load all th® groups chewed ria® in SSO level# after ■ 
ona «nt three hoar* ef feeding * Swt th* v&tt wee’ 
statistically eignificent in high and aedarata fat 
canaaner® and iwipdfiaaat in law fat aair froap* 
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M2&J2 

fable showing base 1 31*0 lavala la high* moderate 
and low fat eoneueers of group A sM changes in 
it? levels after aing!# ebcleeterol test lead in 


workers* However this difference we 
significant (fable 51}* 


Hi*h 

(n*5) 

Moderate 

Cr* 15) 

t k n«13) 


148 * 8 + 32*3 

131*7^1.1 

159 . 4 + 35.8 


l60?6+40,04 179AJ23.2 
142.4+40,6 159.3+36*0 

174.1+46*2 173*6+51.8 


denotes significant F mlm (P/,05) when compared 
with corresponding fasting valve* 


hlgi&y significant (F&oi) in m drnte ptojr«i*tX «otk*r» 

i,roup ( Table 51). 



3 0 

lowest ST® wlw ws observed In youngest 
subject, and this wlvi increased with age. 
niftiest valve was observed in the subject cX &50 
KWUP* of *1~50 years, Tn subjects *750 years* 
t % is value slightly decreased over proceeding 
grmp value. All STG valves were statistically significant 
CF£*05) over 21«*30 year age group valve (Table 55 ), 


On feeding single high cholesterol test 
load* all the age groups,- showed a rise In one and 
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* ' Denotes P valve is significant (i/,05) whan 
©w^pared with fasting mi -pm eeetongx valise* 

5 sublets (23&0 were higi fat takers, while rest 
15 subjects (75%) took low fat tolly. High fat takers 
had a considerable high basal STG level, though this 
was net statistically significant (table 56) * 

On feeding single high cholesterol test load, 
both gmip showed rise la SfG level 1 and 3 hours 
after feeding* three Mur rig® was statistically 
aignific nt over fasting valve la both the groups 
(table 36), 


table showing basal 3T0 values in high and low fat 
intakes subjects of group B, and effect of feeding 
single high cholesterol test load In then . , 


Group 

Basal fasting 
ag/dl 

1hr,after 3hr®,aft«r 
feeding feeding 

ag/dl ag/dl 

High 

/ 225*70*05 

232.6*78*41 


Cn-5) 

177.6^8,17 

180,46*^6,46 

% 

Sn.^s.H 

(n*15) 


* Denotes significant P value (1^*05) when cospsred 
corresponding fasting value* 


S sgfl 





Croup 


mml fasting 

gjg/41 


S«d«nttty 217.0^1.15 

Ca*4) 

Modsrats 1S2-56^7-15 

(n«16) 



Ihr.aftsr 3br®.isft®r 
f® skiing f 
ag/dl mgMl 


zS5.75i63-W 2!3.75a?7,86 


V32,93*fi2wb l04.J5j«7-5 
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first degree relatives of patients of coronary 
artery disease hod a higher basal ST© level than 
healthy nale volunteers (Table 48) though the differomo 
■was not statistically significant* On feeding single high 
cholesterol test load, Initially there wis a fell 
in 3TG level in first hour, a, phenomenon not observed 
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mW>® shading basal STG mlm Its moderate and heavy 
physics! worker subjects of group C and effect of 
feeding single high cholesterol test load ia tfeiwu 


higher basrl level of STG as compered to nonssaokere* 

2ut the di farence was statistically not significant* 

On feet! lag single high cholesterol test 
losd* tootht the groups initially showed a fall in 
s:q level is first hour, this fall continued is 
third hour in smokers, while in aosssoker# there 
was rise In STG level three hour after feeding, Kane 
of the changes were statistically significant (Table Gt)# 



QQ 

<J O' 



smia showing basal SXG levels In seekers end 
noamkers subject of group C end effect of feeding 
single high ehoXesiaroX test load is. then* 


type I diabetics (*©ble 62 }» 

Os feeding single high cholesterol test 2$ 


rise' of STG levels was observed on* and 




HB 
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M MM 

* v bl® showing be- el 3TG levels in type 1 asad type 
diabetica and efteet ©£ fiMlsg single hl^h cholesterol 
test load in the®. 


Group 

Baeal 

fasting 

ngydl 

Ihr. after 
feeding 
ng/al 

3 hre, after 
feeding 
•g/41 

fype X 
(n»3) 

151.3+6.59 

146,6+18.8 

190.0+43.2 

type 12 
(n*3) 

211 . 2 + 32.8 

27S+B6.9 

2fo.6+4l.?4 


* Denotes signif leant *f* vmlv© when conquered 
with fasting valve* 

** i» Significant *r* valve (P/.05) when compared 
with basal valve of type 1 diabetics fey student 
•t* test. 

Feeding in type 1 diabetics resulted In 
fall in SfG level in first hour followed fey rise 
in third hour, while in ’type II diabetics, Modena 
rise in STG levels secured in first hour and three 
hour valve showed a slight fall. Hise of 1 and 3 
hour was statistically significant (fable 62). 

HrT.uI UF ?;f CCb:,>H Tlx IX 

6 subjects ( 73 90 consumed low fat diet daily 
while 2 subjects (.2990 consumed high fat diet daily. 
High fat consumers had. a very high basal 6XG level m 
eospared to low fat ta here. 
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wa feeding both the group Shewed rim in 
t fO level® one hour after feeding, *hile this rise 
eontlnued An third, hour In low fat takers# noderate 
eonsuaers shewed a fell As m levels,, 

Table shewing basal STO reive An low and federate 
fat consumers of group D m& effect of single hl|£i 
cholesterol teat loud in then* 


Group 

Basal 

fsstlnr 

sg/dl 

Ibr# after 
feeding 
ffig/dl 

3ters. after 
feeing 
ag/dl 

Low 

(n*6) 

106-0+43 #04 

199.1+70#47 

2l6,5+,48.93 

Moderate 

(a*2) 

259-5+101,11 

310*0+162,63 

297.0+23 


All the changes war# statistically i nsign i f icant 
in table 63- 
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Hi/; hast level of VLDL »s ob»©rvod in diabetica 
follovad by healthy female* and first degree r@latfv#f* 

€r£ patient® of coronary heart disease* i^ealthy sales had the 
lowest mine among all {i'able 65) # on feeding single 
high cholesterol load# Increase in VLDL levels ware 
observed in all groups three hours after feeding, 

C. IK GKOUt A trf\ LTHY KALES ) 


Basal VLDL levels were 29*19i,7*? *£/dl» 
of feeding it increased algnlfleantly 1 «ad 3 hours 
after* Hiss was statistically significant (P£.005) 


(2.U. 65). 

■fata. 65 

Effect of single high cholesterol test load ©» 
mean VLDL levels in group A # 7, C rrd D. 

m 


■■Hgzinsnai 

fasting test load 

test load 


•g/dl «|^dl 

ag/dl 

Yi'T 

■ =' ■ • v* *•& tv- " ; -■• . 

A 

(n*31 ) 

£9*1917.72 3^.53+8*96 

3ll71. 71+3.66 

B 

(n«20) 

38*27111 *1S 38.66+12.93 

42,73+14.0 

C 

36*7+10.1 36.3110.5 

37.3+12.73 


^7.32+12*13 

D 

(n«8} 

40,07+12.55 43.37+19.95 
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demotes significant *p* mint ^hm 

with fasting value. 

highly significant ‘P* value ( F/*005' 
¥h©n corpared with fasting and fasting and 

proceeding valve • 


Basal VLDL lewis increased progresively 
with slain# age till 50 years, after which in sutbja 
of 750 years of a;e, a slight fall In levels was oh 
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zlwdSiamV't?* valve (r£,OS) whan co mp*r*& 
with fasting mlv* m 

-ignif leant »;•* valve (P/,005) whan ©ooparad 

with fasting* 




5 awb^acts (16$) mm high fat nsaiunars 
whil# 13 aub^aets (42$) aach were ©odermt* and 
low fat eonaunars respectively fat intaka did not 
seemed to have any significant affect on basal VIOL 


u! 

iT- 

I rJ 

II 


■ 

■ 


m 

H 

■ 




## mm-f Significant «p* Wlv® (F/,005) 

wte« eesparad with fasting valve. 

25 objects (8QJ0 ware aaokers Vhll* 
rcna^ning €• win neofeokers* Moneaokera tel a 
slightly higher level of basal VLDL which was 
statistically insignificant* But on feeding aao era 
aliow®' ; . a greater eagnltude of rise in VL7L levels 
as ©esapared to nonsnokara, though it was not 
statistically significant (fable 68} » 

i m&M 

Table stowing bcssl VLDL level in stackers and 
nonjgaokers and effect of feeding single high cholesterol 


test load in 

fees* 



Group 

Basal fasting • 
*»g/dl 

Ibr* after 

feeding 

Bg/d 

3hr«k*after 

feeding 

Bg/dl 

Ronamokara 

(n*25) 

23.45+P#©0 

31.72+9.38 r 

32.43+7.78 " 

Seekers 

Ca*6) 

28*1+6*93 

30*73+7*05 

34.0^-59 


23 subjects (74?*) were moderate worker* 
3(10$) were heavy wooers while fee remaining 5(16$) 
were sadentery* Sedentary subjects had. fee highest 
VLDL levels as eoi^atel to heavy end aoderate 
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workers. All t fee subjects shoved © rim in ILD1 level* 
1 aid 3 houvB after feeding single high cholesterol 
test load though the rise «8 not significant in 

any (Table 69) 

JMMM 

& hie ahovr: ng M: nl ¥L:.L levels in hwvjr,' noderate 
arid sedentary werktir s of subject* of group A and 
effect ©f single high cholesterol test load in 

thee 


Group 

Basal fasting 

ttg/dl 

Ibr, after 
feeding 
mg/dl 

3hra. after 
feeding 
sg/di 

Sedentary 

(n»5) 

34,52+8,79 

3.5-04+5?, 26 

36-92+7.21 

Moderate 

<nw23) 

27-81+7,33 

29.79+7,41 

32.«±7.3S 

Heavy 

(n*3) 

30,86+7,91 

38.73+16-90 

3B, 13*^3. 9 

” 

of 

CU,i- g' S -UP B (HtUJtKi 



Basal Vim level ms 35,27+1 1, IB *g/dl on feeding 
single high cholesterol test load it shewed & rise 
in 1 end three hours after three hours rise mm 
statistically significant (Table 63), 

JETBCT OF AO r, 

with increasing age a flee in bnsel WlDL level 
was ebeervsd* Basal levels were eeadwift in the age 
group of 4o*50 years and then after a alight fall wee 
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© v served. Ob feeding statistically significant rise 
of tilth wrs observed, la all ftgs greixpa (Table 71), 


Ift&ULXl 

iff set of single high cholesterol test Iced ©a 
bma VLDL level la various age related subgroups 

©f Group B ■ 


Group 

I 

Basal valve 
rng/dl 

21 

Ibr, after 
teat load 
agydl 

III 

Bars* after 
test load 
ag/dl 

21-30yra, 

(n*»12) 

31.^6-18 

3Q*8+6~87 

3i.6*8,49 

If 

45+10,6 

45.5*12.2 

4i*6%12*f 

<n*3) 

35»66e^»3S 

5S-33+5.71 


/50yra, 

(n*2) 

45* 2+4,0 

49.3*?.7 

55,3+1*3 


*•* 


Denotes sir ifiar.t P valve (P/.05) when 
eossparec! with proceeding valve, 

denotes significant P wive (P/^05) whea 
coshered with fasting valve. 


*** Denotes significant P valve (p£*05) when 
o osp ar od with protoedlag an:- footing valve. 




15 subducts <W) were low fat ooa«»«r*» 

Ugh bawl tLOL levels were observed la high f*t 
consumer groups# On feeding single hi# cholesterol 
load, a© affect on W level was observed ia lev 
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imt , while high fat ecagunsrs shewed a 
higher rise in first hour after feeding and this 
rise vaa sustained in third hour (Table 72 j* 


jBatoJg 

table shewing basal VIM* levels, in hi^i and 1 m 
fat consumer subject of group B end affect of 
single high afaolaatarol test lead in tbasu 


Group 

Basal fasting 

' 1 hr, after 
feeding 
ag/dl 

3hrs, after 
feeding 
m&f&X 

Lew 

(a-15) 

. 36*07+^,56 

36.1+11. as 

36.14*10.8 

High 

(n*5) 

45+4*01 

46*52+15.68 

46.52jJ4.QZ 

EFF Uf 01' PHYSICAL ACTIVITY 


18 subject (8C9i) w era moderate physical workers 
■ • 1 • ra a r.ing <2O>*0 were sedentary, ie- antary suodsets . 
hat a conald rabla higher level ©f basal WWL at wwpirad 
to aodaists workers* On feeding single feip ehoXsstml. 
test lead both the groups showed a rise in VLDL 
level 1 and 3 hour© after, but the rise ms rruch 
aor** narked and statistically significant in sedentary 
tub^sc ts ( i ‘> able 75 ) • 


t.\ 




■ 


m 

I 


a® 


p 

tii 

It! 




* 
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imu.2 % 

*®bXs showing basal VLDL levels© is aoderat* end 
eedentery westers of group B end effect of feeding 

single high cholesterol test te.fi In thm* 

Group Basal fasting Ihr, after 3hrs, after 

ag/dl feeding 

ll/o 

hoderate 39,96+11,1® 36 *99&&M 40,87+13,30 

(n*l6) 

Sedentary 43,4+10,23 47.15+12,68 30,15+11.57 

(a«*4) 

First degree relatives of patients of eonmff 
arotery disease had a basal mean VLBL level of 36,7+1®. 
Qn feeding single high cholesterol test load* VU)L 
levels showed a alight fall in first hour followed 
by s slight rise in third hour. Bma of the change 
mu statistical (Table 65) aignificate, 

m, sujum&mt 

10 subjects ( 1 ) wen* aiofiarato j:*t cor. saw?, 
Shile 1 subject (m0 mm low fat ©onewsstr* moderate 
fat oowwwers had a basal 1mA of mean TiBL 

as soared to hm fat mmmwmm * Os feeding single 
high cholesterol test 'Mm in men, aodertrt* fat 
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©OMiawrs showed a fan in mmm VLDL level la 1 sad 
3 iioura* while in low fat conmar VLDL level* rose 
Isa. three hours, Hons of the change was statistically 

significant (Table 75)# 


msMJs, 

Tabic showing basal naan VLDL levels in aodere 
and low fat cor, sowers subjects of ^roup € and 
affect of feeding single high dot# cholesterol 
In them. 


9 subjects were ©©derate corkers while 
rmminlm. Z subjects (18H) were heavy workers. 

! loderei# workers had a higher naan VLDL level as 
©©spared to heavy workers and on feeding single high 
cholesterol test load heavy workers showed a fall in 
VLDL level in 1 and 3 hours* while aataftt* workers 
showed a rise in VU1L levels 3 hours after feeding 
CM 1# 77). 



Ill 


nnaju i 

fable showing basal mmm VLDL leva! la aodemt e 
and heavy worker subject of pwp C and effect 
of dead ins single high cholesterol test load la 

the®. 


□roup 

Basal fasting 
ag/dl 

1hr#«fter 

feeding 

iag/aX 

feeding 

wr/dl 

aaphf ewM, 

Moderate 

(an#) 

36*8+8,87 

36-40418,08 



36*64j22,62 

39,6g£0.QS 

34.1i14.2S 

c»*®5 


Diabetic subjects had the highest level of 
ia®tm buMl VJ-DL anong all the groups, type IX iiab«tala 
exhibited a higher basal level than type I diabetits* 
o , edlng si i^lci ^.h ohoieeterol test a rise Ik 
VlBl level m» obsearv d 1 and 3 hours after feeding, throe 
houre riss was statistically eigetfiesiit (Ml* 69) » 
feeding off sot was mieh »©r# pronowieed in type & 
dlabeties than type X where eetnaHy a fall in HX6» 
level 1 hr, after feeding one observed, Mae im type 
21 dlabeties was statistically significant 1 and 3 
hours after feeding {fable 76) ♦ 
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m&i 70 

Tabl« showing teuMI naan ?UHu laval* la %p# I 
and typs II dtabatiaa m& ottm% #f fssdisg 
aiagls high cbelsstsrol taat lend in tta* 


Grasp 

Basal fasting 

ng/sx 

1fer,aft«r 

fgsdlag 

ng/si 

Jhr*«sftsr 
feeding 
u. ' , 

2yp® 1 

(n*3) 

30.2*1.3 

f*t *w 

3^*64 

Typg 12 
(n« 3) 

W.2£I0.5 

5?.%tr-5 

3&»12^*34 


Ssnotss significant 9 P* uttlut whta w®pap#d 
to fasting valua* 


§ guts^teis (8S#> war* 1 m fat 
vhlls tUs ft—liilwg 2 (20#) war® 

fat tsksrs* Mi mm UAL lavals was mfe kl|M 
its Mdaxwta fat tsk*r» than lav fat tskar* 0» fSsi&if 
singla Mgh sho&ssttrol tsst loud* MU tt» PM 
tf am • Vlil i» fin Iswal* l» first Mr. Itti 
this visa wMmaA into tbra« tmsm is Im fat 
tsfcsrsf wsdtratt fat mmmms Ammi s SXigfet fan 
in n»L Isvs&s sftsr tfcraa tei. 
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fable f 9 

snowing &mu basal WlM* %m*l « la loy and 
«@4arat® fat coosuearg diabetic subjects and affect 
of fa^din^ single hitfb cholesterol test load la tfesa. 


sal fasting 
se/d 


Ihr.aftUHP 

foodtag 

ag/ttl 


%mim wtBF 

food im$ 

mg/$X 


first degree relatives of patients of coronary 
artery disease. On feeding single high cholesterol 
load* a fall in W 4 lovol was ebecrved ingroup 
A, B and B* while in group C lovol rwained uncb*»®sd# 
After thr « hours of feeding U& still showed a 
trend in group A t and B %M1* in group € level* 
rising* tut it did net cross 


lew , 3?«*t*®.«0 

(&*&} 


Mcdsfsts 51-#^20*I2 


^•8^14,®9 43.5*f0.7t 

i^MUSt 59.4*14*99 
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.fleet ©f single high eheleeterel teat load ©a 
»«« LDL levels in group * t B, C m »A B 


wr«jp 

1 

Banal 

mpja l 

11 

1hr*aft#r 

ag/dl 

VVf 

3hrs, after 
ag/dl 

(n*31) 

m m *3Qjjr*o 

79.0+50.93 

78.97+51.23 

3 

(n«20) 

93.7l29.71 

92.7+31.11 

9n # S^3,04 

c 

(u»11) 

9S.39+24.3S 

98.3+37.7 

97.9*32.94 

. D 
(bp6) 

119.27+50.79 

10S.7S+?4.18 

115*01^3,8 


Basal levels ©f XJBL«e were 88*9^*f0*0 ag/dl# 
After famine It decreased in 1 and 3 hours. Out @f 
total of 31 subjects* 16(32^) thawed a fall in LDL-© 
level one hour after feeding, six aubjecta (19%) did 
not; revealed my effect of feeding* while the remaining 
9 subjects {Z,%) Stowed a rise in UK* level within 
one hour* them responses were respectively termed 
as U III* U 11 and IA I* 
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On analysing the feeding effect after 
3 hoars it was observed that in sheets which 
shewed * fall in first hour {Ik III), only to 
i3 0 did tlilc falling trend persisted* while 
In the rest 12 (7554) a rise in IDS* valve was 
observed ever 1 hour valve* and in seme eases 
5 hears valve exceeded fasting valve* Ml the 
changes of 1 md 3 hoars were st&tiaileslly 
significant (fable 32). fheae suttee ts also had 
a blgtr base! assn UDL levels than ethers# 

'MMM 

Table shewing three different type of behavior 
observed in U3Jxs level after feeding single 
higft cholesterol test load In subjects of group A, 


3hra .after 
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In subject in who* a rise in UJL-e level 
%Kis observed 1 hr, after feeding (UUX) t only in 
2 subject C 22%) did this riming treat persisted 
sftw three hours of fttairif, rest ? subjects 
C?b%) shewed a fill ia ISL*e tm&lu ever 1 hr* 
levels, however change® ©f t hr* and thro# 
hours were statistically significant < Table 82). 

i 

A deer^ssisf larval of naan basal UDLhi 
level ms observed with increasing age, thus the 
yoogest age group subjects (21*30 yrs) had the 
highest »#an basal IDt level of tO®»5;*3®,3§ ng£* 

While the oldest subjects ojf750 years of age 
bed the lowest basal l*DL levels (Table S3) • On 
feeding single high cholesterol test load, a fan 
in LDLhs level ms observed In all age group, but 
t he magnitude of the fall decreased with rising 
are, mm of the change ms statistically significant 
(Table 83). 


j 
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effect o£ single high ©bolestereX test load on 
R«an 131 levels In various age related mifagroups 

0*f £T0Up A, 


Group 

“ — — i 

Basil valve 
ag/dl 

" fl 

1 far* after 
ag/dl 

Jk-mbmi 

3hrs. after 
»g/41 

2t**30yrs. 

(ja««14) 

ioe. 3 + 38.89 

93.81*31.11 

93.47*55.40 

31«40yre. 
Ca«^i : j; 

74.59*19.89 

69.97+30.24 

72*35^5.09 

45-*50yr8 t 

inm$) 

73.04tf4.a6 

62.32+12.66 

61.4+^0.64 

T75oy^#« 

Cn**5) 

69.98tf8.92 

66.86*^0.92 

65.181+16.0 


5 subjects (16$) were consuming high daily 
fat, while out of reeatotog 26, 13 each mm mmmm$m 
fat to eodtrate and low mmimt§ respectively. 

. Vv,/ : ■'■■■■;. i .' '''.;■ .'b 'b.v. ‘V 'f.-; ' 'Y. ' ■ t, 

High tot acmainare were having oeastoaably 
fe&gfa level, of total »©#» ISL# followed fey aodetmto 
and tow tot omwmmrn. On feeding alagle high 
cholesterol teat toad all the group# snowed a .toll 
to m tototo after 1 haw?* to high and wttorata 


■fat consumers. falling trend continued in third hour* 
wkile in low fat oonsuners there was rise in iDL 
level evening fasting level* fteae of the ebange 

w»e etatioally significant (fable 84)* 

Table 84 

Table showing basal seen LDL-c level in hi$i 
saoderate and low fat eenauners subjects of group 
A and effect of feeding single high ebelestesol 
test load in then* 


Croup 

Basal fasting 

sag/4X 

Ihr.efter 

feeding 

«t/il 

3hrs*after 

d^-myewdl d| 

X wnPSWspdili 

ng/dl 

High 

(n»5) 

139*34448.26 

107-56426.21 

102.93,^22*45 

Moderate 

(n*13) 

87.96421,99 

83.5$t?0.96 

75.54t2i.42 

Low 

(n*13) 

70.39^6.97 

6jn3Z^5#w 

77.7*25.7 




6 subjects (19S») were seelters t while l ontlninj 
298(81*1) were nonasokers. takers had a considerable 
hi#er level of basal LDL-e than »jasoOfc«rs. On feeding 
•ingle high SfeelsstereX test lead both. the groups Shewed 
a fall in LDL level 1 how after feeding , while 
this failing trend persisted in aonsnsksrs as 
revealed by three hours valus, saeksrfi she ad a fd.ee 
in LDL levels eft as* three hours, mm ef the change 
was statlstissUy significant (fable 85)* 
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l;-hl9 showing basal JXL-c 1 evels in seekers sod 
nsaaseker subjects of group A aM effect of 
fte&ing single high cholesterol tost load in thorn* 


Sroup 

Basal fasting 
sg/dl 

Ihr.sftsr 
feeding 
sm/ m 

3hrs* after 
feeding 
mgf&l 

%ekers 

(a*6) 

120,8*^0,48 

10S.8e^..l»7 

112.3f^a*S3 

hen 

ssoksra 

Cn*25) 

81.1+32.3© 

7 a.ofc 3 j- 8 . 7 i 

7©,7*g3.19 


E"» | bet of ferment activity 


23 sublets (fk%) wore taodermte workers, 

3 subjects (10%) were heavy workers, while rwealning 
5 subjects (16$) were sedentary in habits* Sedentary 
workers had the lowest basal seen IDLhs level* 

On feeding single high' cholesterol test losd, all 
the groups showed fall in IDL level after 1 hw» 
but the fall was ninisum in sedentary subjects end 
mmtmm in heavy worker®. After three hours heavy 
workers showed a increase in IDl levels over 1 hemp 
value. In the rest of the group fall of %&* eontimed 
into third faesr« Ben® of the change was statistically 

.* * AhJt at... t til _ 



Group B bad a basal mmn I M. larval of 99*?2#9*71 
ag/dl* On fMdlng aingla high oholostarol toot load# 
tfca va&v* of UNL abowod a fall in lm& aftor on* and 
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■mmml ©ft 1M anfi In th® reminim * 

r® change in IDL val m ws ebaarvad after foodlng 

this w&a target &* XB*I1 ty?a «£ r»pw*ae (fable S3)* 

$jj&t g 

table showing throe different typ# of feeding indue*! 


* %not«s aignifie&nt F valve (P/,05) when compared 
with fasting wlvo* 

** tetes significant P wive (I/*03) ubao ©ossparad 
with footing and precoading valve* 


in group LB~I after 3 hour, rlaa of UKL 
persisted only In tm subjects out of five (40tf) 
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Mages of 1 and 3 hours 
vor® statistically significant (Table 88)* 


IMhb levels increased with Increasing 
age up to 50 year*, then after 4a subjects of 
T50 years of age a fall in UDL levels ms observed# 
On feeding single high cholesterol test leads a fall 
in LDX* level mm only observed in youngest subjects 
i*e# 21-30 years age group* after 1 hours while 
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Mmua, 

:itmt ®f single Mg % cholesterol 1mA Oil 
«"•*- l®vcl Id various age related subgroup of 

group a. 


Group 

1 

Basal wive 
sg/dt 

11 

1 hr.after 
ag/dl 

XXI 

3hrs. after 

Isa 

Jr fl.ft. 

IS 

?wmo 

• 

91,24*28.2 

77.1^6.2 

7ft?*p.2 

IVAOprs* 

(n«3; 

111«3gH»4 

112.6421,3 

122.64^5,92 

4i«*5y3rrs» 

(a«3) 

129.3*19.4 

1J0.4»6.J3 

127.2*17-86 

(xs«2) 

®.4*16.4 

93.74.8.3 



* Senates significant ’P* mlv@ atom mmpmrwA 
with fasting valve, 

** denote* significant *P* valve whan compared 
with fasting: and preceding valve. 

mi, aiagM 

15 subjects (75%) were lew fat ©onsuaere 
while ranelniag 5 (25%) were high fat taker* 

High fat taker had a high basal tM* level than 
low fat consumers. On feeding single high ©holeaterol 
test load, low fat user showed a fall in level 

in 1 and 3 hoars# while a very little change wm 
observed In high fat taker® (Table 90). 
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Mk,S£ 

ahowinji basal wmm Law lanA in high 
ami 1m tut mnawmr* mt group B 

ar,4 affect of fuadteg slngla high cholaaterol 
teat load i» tiwis* 


Sactaatary «ifed*eta bad a Mghar baaal wmn 
IDIhi level than moderate norkars* Ob faadiny sl8|&« 
high otoolaatml tost Mt m&mmvf sublets 



MMM 

showing basal LDI-# levals in sedentary and 
sodarata wrkara of group B and affaat of feeding 
high ctolaatarol test load in than. 


Croup 

Basal fasting 
hg/dl 

1hr*aft#r 

feeding 

ag/dl 

feeding 

fsg/dl 

Sedentary 

(a*4) 

107,5+26.20 

113.6jt17.42 

120.85121. 68 

fiodarata 
(a* ' *} 

97.65j?0,B4 

B7.6Cjt31.48 

ft* *f 

cwwoe. or m. CWOWSTSPOt in OBCOT c 


Basal naan U*L» lavals in first degree- 
ralativa of patients af coronary artary disease 
was 98.39*24»35 mg/dl* frrsctlcally no affect in 
XJDL levels was observed 1 and 3 tows after feeding 
t.lg cholesterol test load# 

$ ant af 11 sulideets (55#) daaanstfated 
rise In lU*m level 1 tour aftar fe©ding t nttlle 
tto rest stowed a fall in IHU« level in the 
anna duration* fhasa rmpmsm mm tanssd as t£X 
and i :m. raspasftMfcr (*«&• M* After tto®# 


la m&f three ejects exhibiting UCX type of 
response* did the rim continued, while In thro* 
there mi fall in LDL*c Uml* Sis&larly in LCXIX 
typo of reopondert four subject <80*0 showed a 
falling trend in third hour, while in renainixig 
the a rise in LDt level wee observed* 

M&lM 


Table showing mm 1 neon 123L level in JUCI and Will 
type of responders tad effect of feeding in then* 


Croup 

Basal fasting 
ag/dl 

f nr # WN*- ohmwi 

feeding 

ag/dl 

2® l 9 ® *KWa 

. JP *Ujk, ..,;,'L A. ]WJU% 

*4l®K*SJE|(E 

M§£mA 

i£I 

<a-6} 

102.1J+J2.6 

IS.74J1.85 

112*4*^7.03 

Will 

Ca*5) 

93,9*15.84 

61.^+18.71 

80 # 4*$5.Of 


*»* Highly algal f leant P (P£,OCH) when eeapartd with 

fasting valve* 

* uigeifieant P (i&OS) when ©©scared with fasting 
nawi# 


^.CX or 

10 im%) wars aeAarate fat mwmmm w 

whU * remaining 1 (*0 *a* Hw <*% taker, Basal t»Um 
levels wn praetlaally sort ia both the gwaipa# Aft*** 
feeding aadarata fat iayaM 8 % shewed a *.*l^t fbll f» 
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1 level in first hour followed by ria# in third 
hour* -bile in 1m fat iWRRir, a rise in LDL-e level 
in first hour was observed. 

fable. flb 


fatal® ehewiar basal LDL level in aod#rat® and fat 
eensmer subjects of group C and offset #£ folding 

single high cholesterol tost load in thm*. 


Group 

nwi xiiVvUifs 

«i/dl 

1br*ttfter 

feeding 

Kg/dl 

Jfars*aftar 

feeding 

^f| 

Moderate 

(n«10) 

9S.55i.26.92 

JMqgbMt 

99*83^5*00 

low 

Aft «a 

125*8 

78*8 

(»**i) 





after feeding ms observed* it ms followed, by a fill 
in third hour (fable 9*)# 


gjgg MMSLMMM. I 

0 showed tbo highest a»wt of basal 
seen ©1 level mmm «! if th® group* %>« II 
diobeties Shewed a significantly higher level of 
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wiiil® 4a typm 11 a fall in levels was observed 1 
ato 3 hours after* 411 the change* were algnifftoaat 
It- hath the group** 

W&M& 


Basal fasting to#after 3tiri*aft«r 

feeding feeding 

Typ* X 65»3*?.0 ?7.5£7.f® g+J1.* 

(n*3) 

%pe n 132.8^3.6 . V&+1&M Iff .Oflfcpt. 1 

(o«5) 

♦ Bcoataa signlfleant *P f valve vto® ©oafjawti 
with fasting levels* 

** Denote* significant P valve (PZ*©!5) vfeea 
compared to fasting and prsett>Hiist value* 

federate fat ©answers shaved a higher 
basal Wh level than 1 aw fat eonswer** 0® feeding 
b®to greep t faovad a toll la WB 1ml to t&rwt tour 
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ton® #b©*to§ basal I XL larval In low and moderate 
fat mnmmitVB and aflact el faadtog in sdh|«®ts 

of roup D. 


Unrjp 


Ifcr.after 


*aft«r 


Lew . 100.33*^3.15 9t.§€^5*22 112.01^8.93 

<«p 6 ) 


Mept« 175*9*9.9 


12 ^H 0 


124^.0 


ratio was within mmm. 


sit* to mil tha grmipa U*«*Z3/# rtadtog Siam# 
gh eholastavel tost load rodaood th# ratio# to 
oup A mad B aftar 1 aat 3 tours* Bat to from* C 
tost d«fre® rmiativo of CAB) ratio tooraamed to 
» first hour and «|^to daerasaad to third hoar, 
lit to ditftotioa (Orowp 0) ratio docramaad to ftoaft 
nr and Iwnraamad to third tour Ctofel® 99). 
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Table 99 

mmm mmmmm 

Showing basal WL/mt ratio in groups A, 3, 
c » and D w4 affect of feeding m if. 


Group Basal fasting 

•g/dl 


rati® 1 hour after feeding* While It guihdeets 
showed increase in UDL/HDL ratio after 3 hews over basal* 
In rest the rati o decreased after feeding* Highest 
IDL/KBL ratio was ©baarved in youngest *ibdeets» this 
ratio progressively decreased with age* Feeding induced 
fall la WL/IWSL ratio in all age groups in first hour, 
but tha aagnitwle of the fall decreased with age 
100 )* 
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SUM J 22 

Shewing distribution ef mijmi ratio in difforant 
*go group* of group a. 


Group® 

Boool footing 
■meAul 

1to*o£tor 

SfiSJjB 

ox/ti 

Stars* of tot* 
footing 

atg/tll 

21~3Qjrr#* 

*1*14 

2.38*0.8? 


f*0fgp*79 

31-4pyro* 

n»? 

1»73«P*62 

1.5^0.53 

1.84*p.44 

41-30yra. 

Ijpijl 

1.58*0.73 

1.252P.35 

1.44*0.7? 

„ 

/5vjrwi« 

3W*. •*»„>« ’fl, 

J#*5> 

t*9%$*«9 

1.*?«0.6<i 

1,44gp*5S 




5 oufe^ooto (1») bad an obnoroal total 
U3L/KDL ratio Ct#W73)* SI* a^Jocta (30tO ahcmoi 
« riot in ratio 1 hour oftor footing# toilt to too 
root foodtog toiaooi fall to tot ratio* M#s«s% 
total retto wm etoorrtd to too ago i*oup of 41»50 fowro# 
to footing otoglo to# fifttoittoi toot toot# yttoitr 
subject® dtoMt • foil in rati® oftor 1 tour# toll* 
older totoooto f •*•> i rtotog toted 

oftor 1 tour (ltt&e HI)* . ' •■ 
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MMJM 

Showing distribution of wifmi ratio fa Oifforoat 

a ee flpoups of group B and offset of foodiag in than. 


%ot«i aigaif io&nt P v®0» whon mmpmmA 
with fasting value. 


la m0.f 2 mhmt W) immi WL/mt mm 

ms Obaaraal % subject? (bglf) sbowsd a increased rati® 
of tor i hour fwttflrgi On tbo wis©!© group C stiurmstf 
slight imroasod in ratio 1 hois* after f tedlng, aMak 
fall baek to below fasting ratio after 3 hours* 


hiabotioa bad tfao highest Ms! U3I#SDL ratio* 
Aaang diabeties, typo U dlsfeotie oub^ooto Stem* 
basal ratio- of *7&# Go folding, tl«ra was progroaive 
increase in ratio in typo 1 diabottoa after 1 lour 
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to typs II diabotlos, tfasr* wm 
4 fill in first hour, fcy rim in 


mtojm 

fa'ol® showing tmml JJ)L/mt ratio in typ® i ss*4 typ® II 
iiafcotioi, end offset of footing in thoa. 


tfrOUp 

B»«ai isstiag 
wg/d'l 

list* *•!*•» 

w 

Jtam«sftsr 
f— dim 

typ® I 
n»3 

1.W«p.36 

1.36<m93 

$’te&.36 

%p® n 
w*3 

3.14+0,27 

a.3+o.» 



HifbXy sitnlfisoat P vsluo Cp£» 0©1) vfcsa oow^ro^ 
vim fasting sad - premmilm mlxao« 
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0X3OJSSJDH 


m diet lad uoed uimgm in 
lipid Hpoprotein profile and Its relevsaoo ia 
predicting an individual risk for future iiteerosc- 

Xercsls still mains an usasplorsd field* 

Drastic individual variability ia assitelabtsig 
a cholesterol fat test load is tea Mia rmmm 
tey till mm m reasonable ctelistwl tolerance test 
eou&d be devised* Individual also respond differently 
to single feeding and prolong feeding* thus this 
still deepens tee i^siry* teeeteer a single doe* os* 
a prolong feeding program* could be a better screening 
procedure* 

tea possibility teat tee particular response 

of an Individual to single Mgb cholesterol test 
load say bo tee determinant of tes detetepwat of 
tee a te i tfogan.i c peoooas to tea# **» foraod tee 
baaia of tee present vorfc* 

this wd tea been uteilll te healthy 
sole ted f teal* volteteors of age »«60 years* 
healthy first degree relatives of patients of 
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coronary ar.wiy disease and diabetic patients, 

m» jamit 

tha basal sarua total ehelestaraX «i 
164-4+56,96* 183*2+3 6 * 2 * 178.7^0,17 and 206-87+ 

64,75 ag/dl of group A* B t C and S respectively. 

Group A, b and C laid b&sel SIC within aenal 
Units as ait by lipid reaoaroh sliaiss* hmrnm r 
diabetic* (group D) subjects bad a 10JS sore basal 
SIC level than mwal subjects of the sera age 
?;roup. la health males (group A) highest basil 
levels ws found la young subject* of 10-30 years* 
this mf bo because of high fat consumed and 
belonging to better aoeloecoKmle states than 
older age person. However in healthy feaalos (Group 1} 
easel sic increased with ago till 50 years am teen 
after it Shewed a alight fall* this nay be because 
of heHeonal Chaims sn& reomted orajossaeles ffisiooloted 
with i «* oy * oa#1 f ng age* 

On feeding wlngls high cholesterol test 
load consisting of 800 ag of @gg cbolosterol* a 
fall in SIC after 1 hour was observed In majority 


of aufcdftftts «f group A. B. and typo 21 giahstl#*, 
whit® to typo I giatetits tore m» rlsft to TO 
lavs! sad to group C lavals wr* am «r loss 
umltmtmi* . After to## tens** to xmis of sic 
km started tMtsssaia !»» , but still thanr SSTS telow 

#'.p*iiw ^ ’W? wf»®8* «SJP s * , WW»ete ®®J“r mgr-aiPSt WW& wfr'wW'OBW.SHSr TpgS^ jSSS^eiRpr |||i U# ajSft W* «t^B 1 ^wWW ^W 1 Tf^-Wpww^f ’W. 

Meal levels ia A ate B f ifeUe ia pwp C 

«yat typ# X fljsb stfss tissy oars aoll stem tint 
fasting tenia. ' 

Thus am to tola of post prsMtol respona* 
to teuXthy population can h« ditedte to tens® 
groups, to aagarity «€ to papulation tons • fall 
in sariim total ctelssterol md l&* Xavala* 1 hour 

attar tmrnm# to s teasrtflr TO latte start ritea* 
t tew after f atetog* teila to to ttsaatetog toss 
to no tongs. In ssnteast ts toss rastetef aatotor 
sf to ate Jsste to mm prsAitoto te to stole 
#f c® toted s *tetog tnas of TO* AlaUstep dtt 
tppa 2 ditotiaa towd • rising trate «f TO. to 
to pas* itottto «ft si* 1962 «te Kltote s # latte W 
tevt alas naperted fail. to TO latte attar faaftog* 
to tototetton fur this toll sated te Misted te 
to sHgissssIsM of I1& rteaptew after sssr alto 
fasting ClMIftsX tetoics of *wte Anartea fWU fi Hs.t 
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rMmb 1982 page 344), DM fat eheXeeterol load is 
fciirta U5L *m#?5tor» are etlm&atad fey as yet ®oa# 
undefined hoirwonai or neurogenic reflexes f la antfelpatiosi 
of tho cholesterol load that win enter the circulation. 
Xorfo aasoimt of U5L froo intravascular eos$*rtaent 
toifto intraoellularly* resulting la m acuta fall 
la w» 151 and 3T€ levels attar 1 lour* the cholesterol 
ImmlB slcwl y lucres# after 3 hours as « rosult of 
th« absorbed cholesterol and tfc« rnsrn Ijifmwsmilar 
noveaent of 151 that tod entered the tissues earlier* 


m diskettes, »dori% of healthy relatives 
of patients of OS end alacrity of healthy popOatloao 
the increase of SSC and l&L could bo explained by 
««ve inherent blechaeical block la anticipating and 
asaJtollaiing a cholesterol load* 


iUUtt 


Tho basal HBL level wore 46,07£6#34 t 
43.5+11.5, and 47#.27 *g/dl of group A t B g C aw* S 
respectively. lhaso level ware an within norasi Haifa 
sot by lipids research clinics* However group C subjects* 
i.a. first degree relation of patient* of eorcaary 
artery disease# M ooaparitively lever level of 
is% th a n their nesxtfey eeiinrweperi subjects of group a# 
As® sosaa fa ton fo no off eat cit basal &E)L level* fdnaie 
f ’h i o QMpttf dt I ’ wl y higher level of r»§ t |e^ tpn^ ©n 
feeding single high cholesterol toot lead* no appricisbl® 






in h p i, were obaorvod after ©&$ hour. i*fta p topee 


R 
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tows# dtefeette subjects (Grasp D) c tomm& a oigpiflesnt 
$:&ll In mi level®* in other m significant changes 
wre ofemrved* Feeding toincod fall Is HDL M, to 
dtobatlM ms sasoototod otto rise of SIC and U)L. 

gniiaasmgi, 

Hi* basal m levels mt® 146.0+38,7# 189.54+36*35# 
TO.^+50.93 and 204*57,1,62.7 ag/dl respectively of group 
A# B f C md D* All toe gymip® feat mmk hX$mr STO 
wifi tow act fey lipid reeearoh eltotoa* Stofeottes 
feed toe 3slgboot level of feesel ST0, 

HHUtXQT XfWIBMMI «•» -ft Mltil W^pMr VUW 0X 
•OTSt tii^. IMM* fSQf flBOWMNi m&m ^wLC§ 1J# 

Jf jm a w‘|k mm iM jAtit m am 

iMUKNmBm Wlill JfiiASg ®g«# 

After feeding aingl* high etiolesferot teat 
load* 3TG levels tasted to imrmm 1 and 3 torn 
post prandially to all to® groups# except first 
degree relatives of patients of coronary artery 
disease where to first tour there ms actually a 
slight toll to asm sfG tarot# followed fey vary 
insignificant Hm to toted hewr* MttdtaM rise of 
S$C levels ms ©feservast to dtofeettos* 
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The peek level of SXG ir* eut* study was 
ofej&iirvM at the wad of third how* 

Beirltt (1956) lr sea et si* (1961) m& 
isgerwlX (1964) reported pmk 8X0 levels* 
hours after feeing in healthy sufedeete* 

larritt 1956 report®*! peek «f 3TO after 
g#v«* hoars In sub^oots of Bffl# la ear study first 
degree relating of patients of CAD had a delayed 
peak lafeet tbs 0X0 started rising after 3 hours* 
end of 3 hews* BUnrin #t al* (1961) sad Mahra 
*t si* (1963) also reported delayed sad susiaiaed 
rise of sxo levels la diskette subjects 

etsassge® la VLDL were exactaely eiailer to 

those observed in STO* 

m my^m 

Meal IBL valves were 88*90£3?#6» 99.^9*T*» 
and 119.*7±J0.73 as/Ol of group *, B, C 
M* U roapootively. fhoso velu** woro within IXolts 
aot tty lipid ncwrob oXinies, HooXthy foooloo Ml 
Olatettc oufcjoeto Ml * highor 1«*1 of Boool U8< 


me cosjsarixi to healthy wilts* First degree 
relative® of patients of CAB had a lower level of 
basal soon Wh levels than their healthy ©©iwteyparis* 
Age n«Md to hat# as appreciable effect ©a basal 
LT3I levels* 

Footing single high cholesterol load 
resulted in decrease in U3L levels 1» healthy M&e* . 
female lost type XI diabetic subjects* while no 
appreciable imp iss observed in first degree 
relatives of TWtlsn&e adf een eaar r artery diseas## 
in type I diabetics the level* ectwelly started rising 
after feeding* After three hours the Wl* levels wwr® 
still declining in group A and B* levels were increasing 
in group D while they wn unaffected in group C* 

The esplaination for the observtd phenomenon is the 
sat as that for SIC* 





fhrtft type* of refponata in befeowieur of STC 
ms ebaerr e d 1 hwxr ftfter feeding etn *1* M^b . 
cholesterol test loud* In the minority of 

IwlHf nKMNI ®»C XeffiftXItll IK VfP® XX SUWBII 

ft full in 3TC ms observed, in nlnor ty of thoao 
iPifc$«ets plus aoierity of first degree najLtiVM 
of CAD and type I diabetic* showed ft risft In 
SXC level 1 tear after feeding, while in the 
g ft e ftln in g no ©hang® mis ©©served* 


f * Vh* ssagstihtsde of foil in SVC level decline* 

with inerensiet eg# in *11 groups# 


After 3 MisHPftf fei^ 

rise over 1 heir mlm hut *•* still rail 
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^€km f&stiaag Xsygla in Group k 9 Group F 
®»d Group D f wMle la Qrmp C thoy erosaad 

tbl f®Sti»g mO,u®» 

*• ^Mtors bad a Slsalf lo antly M#i«r livA at 
basal wmm total chalastorol m oatsparod ta 
aonanokors* 

5 « lUgfe dally fat ® 0 ©»s®«r» fad a Mgtwr basal 
aeaa total eholastmrol aa ©oaparod ta Iw 
fat oonoiMors* 

6, Baaed. HDL levels mm mmh hl0mr la yaws 

ago fooalos than mlm of t*i* MM Oft group* 

f* First degree relatives of paUooto of CIS 

had a oueh lowor local of SMI ms 
to OdkjJOOtO of MM m?r# group OitkMt Mg 
risk factor. 

8. Sltsglo high aholastorol fading iodwd 
Ixtxli: •:*;'■ i”. in Si* 2 jNM& 1 Md J.MM 

mftor folding* 
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f # High©** feftsml Itvttlt of B&rm irtglyt#rid« 

ms sfownmA in dfabetie 0ufe£«ots» First 
degree relation of patlossto of ®D also 
had a wssis M^®r imrei of bftaol sto as 
ewptred to hraltby mlm of the sms age 
group* 

10# A pgognmtom rim i a STG l«r#X «&s ©tavid 

' 1 and 3 bour attar tm&Mg aingX# tai#i ebalartarol 
tost 3UM4 is all Us# group# 

11* Ttae feeding Induced rise in stq m» mximm 
in diafcftti© sublet** 

* * JUTISS w#t$JFiWI HI pSSfcWItW #3t Ww 

shewed a d«lfty*6 rise in STO ralra ftftar 
footing* 

13* €>•»§•» in Fiat and IDh mr® motXy 

alailer to that ©bstrrufi in 8KG and 
*TC rospftotivftly* 

i - \> A fife $ ' /*. \ „ MB *' \, -"-w •!* * -* * 4 - & ‘J 

loading w observed in Group A p b and D 
visile in Group C this ratio fthtagod unfavourably 
0JS, footing* 
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